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390050939698 dd30¢0mdge 96 Lo3Mm® My sbgddo, Mmam®E s03b0dbgom (10-12 mgz9do)
59003696 030560  MbsBHM@WGAL,  OHMYMOE  BoHBo3MOHo oLy  BLoJM-IMEGHMOHYIO
3963005609000. M3 MBROM F306M7 0ym d53d3ms LEBEWOIL oEsYg3560Lsl Bo3d30L sliv30, Jom
MO Joeng 50YPS JoLO M OHO BOO-g6300569ds.

I1.2 35333005 LOBEPOL SPVLSBMPYEXS BLOJ03MMO 35630005609dS.

MXbMOO  SOBOEOL  3530L90M9gdsb0  IEAMIMGMOL dob  gdmEo)H  bolosmBo, o3
9537936905 Bomglom® aMdbMdJAL s  2odmobsBHds FIMIGdOLs s 153330L YOMOGOH
boyz5MMEdo. SO O  LBIMWLTEI  SbS3To  BsgLONG,  gdmEoH 3530670
(39BL539PMJO0” IEILS s B53A3L FMEOL) 5d3L M30L0 B3YEOR03IS, ML 0T 5T
069, G©MIgEmsbs 053936 5931 3MbESJBO BB o gbrmos [155].

mxobdo Ibmg®mgdo 05393900 gH0sMO06 3FbM3MdSL, 3065006 MBOMLGdO Bdogdzol
§06589 4565Lob0gMGd96 FM935¢RIMOMZE J3930L bmGTsms gMMY35M ,,65309dL», LoEYzgdo,
J9bGJOOL, 5056 gd0LOTO,  3MWOFGH0ZMNMO s  LemEosMo  dmgwgbgdolisdo
©59M 3000909900l Jogoomgdls (5. sM30bo, 1957). 8533308 306M>M36900L BMOT0MGdsDY
390599Y39¢ B9393w9bsl  sbgbl LHmMgo ob, o3 ML GYoMds, B3 FoMmWS bgds.
530@™3 ,,.... . . 3060Mm36900L 4563005M900L, BsIMYs0dgdoL doMM30 by 39dgdMo
5QMgMo  353d3md0L  fargddo» (3. sgomzo 1986). 39ogmagdo @S FLOJMEIMAqdO
50b0dbsg9b, M3 ULHimOgo MBOMLIPIMD  MOMOgOHmHMdS, MHMIJEoE  ©IRIbgdMW0s
10Y356EDHY, bEOMOSBY, MOPOYONPI0bEHYMGLgdsDY SMOL 0L F0O356M0, MO3E ABLEBPIMH3L
OXIBMNOO  sODBOEOL 5GHIMLBIOML.  bmrm  FMzsmo  3060Mds 30636930
3963005609d0Lsm30L 9GOl dobo  Fgefigds ,,PsOMZS»  5F0BMS  MOMOGOHNHMDYdTO S
500530565 LOBMPsEMYdsdo,  bmm  5dx350M0  MOMOIOHMMOOL  JoM3ZgE  LIMESL,
0o60mo9bL  mxobo, Losog 853030  5MgMm  5ls300639 0m30L9dL  Bm3gdo
LoBMPOMIIOL  3NWEHMOME  BHGOPOE0J0L @S B3gE0RB03ME  LMEO0SWWO-VOMYOYLIOOD
60963530 90L, MO  POMHYOMEGOJOL, 0©JIgOL. LHMmOgE Mo ds3d3mdOL
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fgddo  goerodgds 3539308  OTM3I0YOIMEGds  LOTYsMmls s 905305600 LsTO.
39933093900 Im{omdlL, H™I ob aMdbmdgdo, HMIWIdoE 353033580 YsEr0dYdS 5QsT0sbL
bdoMo b L3l d9damdo 3bmzMgdol Fsbdowbg s FobLEBOZMZL dolo  Ji39g30L
99 30OMISL 5 BLEGHOW.

09300 93393560 [136, 178, 50], 2060bogrogl mxsbme s0BOEIL, G™amOE dmbyddmog
bo3w)dz9wl 30636900l BLOJ03MMO s FMMIOHO Lobol Bsdmyswr0dgdsdo. mpsbo bgwls
MHgmdL d90mdd9gd0m0 MbsMgOIOL A9630mMOIL. Yz9ges sLS3IMIMOZ 9gAHI3BY ,,MxSbO _
MB035eMH0 LsbMYsMgdMH030 0bLEHOGMEGH0S, ™300 396900l doge d9ddboro, GMIgwos
dmfm©900s  sOBOOL  FgLolMIgdIWs©  (5BOPOL  FoBBOL  Joboswfgzo©)”. hg9bL
15993996900 MY 9bBTs 8356YS 0T GOHMDOIWIOMO F5MGIML BMBJ30s, LosE 853330 OHBMYdIMOS
S 300050©YOMEs. dmm (engddo L Ma®em bdoMs gsdmomddgds 9330 dbmemo
X bMOO sOBOOL Fglobgd. 5. BIbsOM3z0 (1980) boBL MLgsdL 0dsl, GMI dg3Mo Loddosbo
Jo0, 56 5603FgdlL 3603369c0MdIL 65D, MBI MOMO0JOHMOJOL B53830056. b.¢sbydg0gMOL o
b.95@90h930L 8mbo3gdgdoom 35383ms OO 3OHMEI6G0, MMIgEoE IEILME EFbmgmHMBdL,
50539 ©MML 25603008 ©IEMIM030 BOWMB3OL IBOEOBL. 0936 J3994965d0  9MIM(3960
3653500 x39MOM3560 3030 Bsds3d3Mm HILYdIMGOGOOLY. SMOL IHILYdIMWYdGO0, MMAEYOLYE
05393990 dbMEMEO ©EOOLom LEHMIOMIYD, BMYxIH MOHO-LsFo LssPOm, BIORIE MM
X obdo 5@9M9d9b. Bmaogmm fglgdmEgdsdo 85393900 3300530 BN OIL 9FIMYdI6
900w gdmsb  Fbmmm@  Fodom-330008  dGMBEYd0s6.  dglsdg  GHod0L  sfigligdmergdsdo
05393990 010030350 034mRqd0sH, FbMEME HBMA0gIOHY FomPsbL 083055 S M@ bbom
53000b539b  Booglioggdo. 993356  @IHgLGOIMWGdIL LBl MjmEYdgb. 3533300
LogbmzMgdgo  Hgbgdmgdgdol  (06FG0GH30gd0L)  T9ddbsd  odmofizos  AgEHo©
3M59MMY35MM3960 MO0 gds s FoLHEOEBYds,  493033)I0YS300 g M
D9393wgbsl  obgbl 592350  HgLgdMEgdsdo  3bmgcmgds 053930l  BLodozsby. B3¢0
393b0gMo bobL Mlgsds ,,06LEOEGM30900L» sTMY339e s FAMNMLHMMGdGE BgQsGHOME
B90md09gdsL d53d30L BLOJ03oBY. M. bL3oEds [233] s0HgMs ,,3mb30EHIWoHBIoL» EEMSTsE o
LSO _ 8533300 ,,06L30GHE0MbIOBIOL» Y30 MMJLO FMEDs. olo SHBOOM, IbYHY
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05303ms Lobewdo IbmzMgdo 35383900, MO0 I 9M05D IM(Y3930wbo 356MEYd0H
©93609b05d0 s Loamabwol 3039w (gwofol 70% Bgowo 0093905, ©I6sMRIBJd0 30
00943390056 4mbgdm030 BRs3MOBYbOMdOLS s BLOJ03MNOO S6MTsEo0l DBPZOMDY. 5383500
53306390900 53GMMTS Bs5@9Md oL3Egm 39gMdsbool ghm-9MHm 439wsbg dbgow 3538300
Loberdo.

1951 §gaols AbmpErom xs6IOMIEMdOL 330l MMHR60BoE0sT 79693500 2odmadzgybs
0bgerobgwmo  gLlodmmmyol  x.0mmwdol ffogbo ,,)MmdM030 BOMB3S ©s LMErogdo
X960 Mmds»  Loog  babyoldmos 09393000  Lobgddo  dmdMdszg  3gMLmbserol
335M0MHMOS, F500 JMERMOMBS sOLIBOIWMS F0ToMmm, Lo08T5dMGOOL BoJegdMds o
Lbgs. 3538305 Lobegddo 35383900 9B OML BB Loz 30 5BHIMYOID, 56 5J3m
153056000 3MBESIGHO SVIBOEIGOIMNB, MO3E 9O OOl golivgzoMo, 1 s0dbMHymby 10-15
053930 ImOL. dm Mm30 §erol 4o9m33eg390ds 583965, MMA ,,06L30EHEOMbIOBAOLS» @
MEIPMOOL F9ga0 JOMbI0MO 9  SMOL. SOLYOIMEO BLOJMEMYPOMOO  OEIOIGHIOOL
565¢0Bob LYxMd39w B .0sMMmMA (L. Yarrow, 1972) 25000300065 8539300 Labengddo dymgo
05333900l BsdmMBIBOL, oM ,,JOMIM030 ©Y3MH0Z35300Ls» (maternal deprivation) ULbgo
d6M535¢00  JoBgHo, OHMYMMGO03ss LIbLMOMWO  I3MH035309, LBMEFOSTMMO  ©OI3M035309,
90m30O0 36035305 @O 5.0. 53539 @OML 05MHMMT  BOMEMPOMMO S LBMEOSWIMHO
5653690l Jobg30m A50MI3e0bs sOLYdOMO 2oblibgogzgds 00 0539390L ImEOL, GMIWgdo3
0DMm90Mm©bg6 ©gILMID s IOL A36M9dg. B MPO0MG 33659y dog0s 3.OMNIMO
(M. Rutter 1972), 6®3gwog 50bodbogl, ®md 853939006 s0BOITo modymzom dgogal
03935 565 080965 ©IOMIM030 DOHMB30L 56 Jmbs, M59YbsIE JIMEOMEmO 385M0LMdS,
MROMBIOMD 306G JBHOL  Bo3egdmds,  dzoMg  LgblmOwwo S bMEosE)MHO
3oL G030 gdI0  BoJGHMMGd0. 2oblb3539d5L My sbdo IgbmzMgd 05393Ls @S 353930
Loberdo dbm3zm9d sSOLSBOIWL TOOL sMIBOEIEOL BoBMM0E FoMdmoaqbl. mysbdo
©IWOS JOMOIPIOO 55305605, OMIgoE 8035 BOWBL3L 85383%7, J5F0b MMES dog3dMS

Loberdo  sdBMEIo 396 sHgObYIL 06030 YSWMMsE oMY POMOMIML, ¥ sddo 30
3653500 50IBOEI0 BOHMbI3L 353030l SVDBOI-29630005609dDY. 0bdol Jombgs, bmd s6
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©ddbol sIBOHEI JoMmms LOIMHZEY IVMIMEYOSL 353930l  3060HM369d0L  SBO3IMIGOZ
39630005609d5L, dobo J3g30L Psdmygoodqdsl? 3.6:90byme©o s dgowgo (H. Rheingold,
Bayley 1959) 899350696 dgqLfogwom ,,00535¢00 ©gol» bgyogwgbs 05393%g (multiple
mothering). Bs@oMgdmo 9dudg@modgb@ol Logmdzgeby oslzzbgl ™I ghmo MgGMLOL
SOLYdMds, HMIgoE BOHMbI3L 853939, 96 bl AsbLHIMMMIOME BgdmddgEgdsl dobs
39630056905  (9Ju3g®0dgbGo  8080bsMgMdEs 3 ™30l 2obds3wMd580). MMM
5060365396 3.060mbx39bdM9gbgHo (V. Bronfenbrenner 1977), 9. 390b@gco ( M. Keister 1970) o
dMogoemo Lbgs 933093560, 36033b90mds 96 543l v sdabo 3060 3ol B>3d3L,
dm935M05,  OMI 353330  2oMIGIMOEBHYIMEO  0yml  gMoEgdom,  LoYz9MEOm,
dBOHMb3zgmdom, MHOMBIgYMBoEo  0ymlb  Fmod9FOgdgool  IMO35¢RIMHM369d00,
RN9O®s  LodMOgWom, o3 BsbBH0TNWOMYdgEo 046905  d53d30L  A9B30MMGOOLS
foblgeolomzol. ymgowr bsdFmoms 39300630 LHogzwmEgdo, 39Wo3Mygd0, RLOJMEMYGd0
©o© 86003690mdsL  960F90bgb 3309390L, OMIWgdToi SLEbWO 0ym YS-d30¢0l
WOHMOYONMOS, FogMod 56 M300EbIDb oL dOMEMYOMSE FB30MHMBYOMES. ,,XIO 300093
30-096 §argddo 6.9. dBgermgsbmads [195] sb3965” _ Fgol 5.3. Bodm®msgizo [96], ,,60ma 353330
Loberdo  slYBOIWHo Fgodwgds [oMmBs@gdom 49630msMmBI6 3905  MmOABb0DYdIM
39000302016  39domdol 3060HMdJ0do. MMI 50> FbMEWMmE YLD obIMEMm9ds, sM5dg©
SOBOHOOL IBOGFOA0 9BIOHIOL Bo3d30L ob3005MGISL. gl 49630MMGds ITMI0WIIY0S
90009300 gdsms  IM535RIMHM369dsLs s 1BOBAsBMYDY, MHMIgLsz 353830 306399l
4m3oby  MiO@lmsb MO0 Hmmdol 3OHmEqldo, 9mddgogdol Lbgsolibgoags® Labgoms
9ROl EOHML ©gdYmdL” [155].

30053Myg0ds 5 BLOJMEMqdTs 3300930l F9OYRO© 9YOBIL, MM 353030L5030L oM
SOLBYOMBOL  9MOBIOO  FBoBIMMO b dwogMo BsBMmMBIBOL OMLSE, Mog 3brmzcmgdols
30639 1399030  500b0dbgds. 053830 dolo  BOHI-9b30mMgdOLsM30L  LyFoMM o
330909 bgabogMgen  256M9dmdo mv) s0dmBbEs, ol LHMsgs@ Fgodegds  sgfoml
3963005609000 MK sHTo SVBOEOE PBIEHMEGBL.
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390093990, M™Igdo3 99 Mm3EGH0TobEBHOO L3360l ILEGMOL FoMdmoybl Ho®dmowaobs
b3owDds. (H. Skeels 1966), H™Igeroi dmgero 20 Herols gobdsgermdsdo 9093690 M35l
960 3533305 LobErol sOLIHBOHYMs BIPVL. Ol SIMYOES 3530305 Loberdo sMbgbowo 7
053930L dgAHo bgw, Fgx39Mbgdmer  Foblgowsl, 08 13 3538301 LHGOEG  gob300569dsL,
OMIWgdo3  S©OMg 395830 9l,  0BOEIOMPOBIE  MYSbME  2o6Mgdmdo s I3
053053060395 00 930000 853830L Mb)bg 00YMBIdM©BYB, 256301569000 LogMIbMmdMs©
29LHOGL Fom. 39W3MPJOBS O BLOJMWMYJOL Q9B LYYMHZOWO o9 33050, To0b;3 S
5MH0OL MR SbO, MOl 53l MY sbo B53d3L LGNV, MOLOE 396 VIIIWMBL SPLSBOIWO 3533300
Loberdo. 33s3 29dw0gms 3936090ms gMMoMIds 053830l SOBOILMD ©s353d0MgdOM,
o3 ©0Y90o 0gm X9 30093 1930-056 Hergddo, Gog M3930060©9ds d.dool (M .Mead
1935) bmdoq dO™AqOL. 9dmBbs IOMIgdo, GMmIgwoi 9dmzbgdms  BHMIOE0IO
539600370 MmRIBNOO  SQDOEOL  FJIMGIL  053mb0sd0  J90sEMbYIM  356MbYdMLb.
15939079LME SOOL 25565¢0BYdMo 3-7 ol 353930L 39IRMYPOWOO s BLOJMEMAOIMO
39630056900l 306HMdJd0 35383ms Loberol 30MM™dgddo [58, 84, 156], dsg™sd W36y
0999 56 56H0L IM33MEro 99093900l F9atmgds 08 d533939d0Ls, MMAEGOO(3 LOL 353330
Loberdo 5O 08 353dms dMbS(39990mMb, MHMIgdoE 9035 3FbM3OMdID 53350
50990 ME9d5d0. 3060390 5833500 F3EIWMBS BoBIMGIM 046s dMWRIMmT0, 5353
Lodmoegds dobgs o0 I9ER00sM, OMI LOPPWIVSTOLM X AMRJddo sSOBOOO 5-6 fHerob
053030 93500 653009050 IMO35WRIMMZ5605,  ITMIOEIOMGds 35303005 ImEOL
653090500 99MOM0s. 53MGBOOL 459M39bs FoMHBMOL 156508OMI MDY, J580b, HMOILS3,
@Ol 0539305 LobErol s5OBYBOIWGd0 Bo3argd saMglbosl 53w9bab. Mmommgmmo GHodol
©5H9LYdMEgdol 1393083030l oM THYE39WMdsF0s  ToLoMgdo  B53d3MS  Sls30, TsmO
1LOJ030L 296300560 JdOL M30L9dIMYd60, M3 Tggbgds sbS3IL, LoIgM 56 sGOL, MMI o3
W3O I30090wm35605 353930, oo MAOHM MIPIM ©S Y339w0s. B3O 053930l MZ0M
LomEbwgs dM300Imo 0d 3060MdYODY, MMIgEboi ol 0dgmxgds. d98ymad fergddo
053030 99¢%) 93300090 MdLs 0dgbL, FogMsd 5ol Jobgoz9 Jobo Zob309MYdS OWIE
56H0L ©s9M30090MEo 03 3060HMdGODY, OMIJWoE Yoodgds dolo 30MmMm36gds @S J3g3s.
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500GH™d  sOLYOMOL 33939 SEOEGOMBS B33 SBOZMOMOZ0 S 0030 YSXMEMO
0530U9099M90900L 49035 oLHobgdOLs.  goblbgoggdmem ML BMGOL  Q9dMI35aL
8.0.30L3053m3L3%0s (1970). Bobo SHBOOM, INGHMOMEO  A36306MYdS 3530305  Loberdo
d3bm3zmgd 353339096  MBOM  [o®mBoBgd Mo  J0dobsMgmdL.  d53d3ms  Labgools
SLIHOEIGOO MROM SEM9 0fjyg09gb LosMMEL, 3009Dg SbZsL, LOMBdOL, do3d30L STy
006353905 byl MHgmdl  ImbgObgdmmo  BHoblsogdgwo, gsGmm  3sbgg0, Lomsdsdmms
LodMO3g O MB35 BIOM3690s,  9xMJN3g  MBOMbIS  IBOHOID  J9sFIMDYIMYWO
4996500900l 56 Jmbo.

50539 ©OHML 3bMdowos, OHMI 3bmgmgdol L3gxE0BOIMOO 30MMdYd0, M3 B53d3ms Loberdo
56OLYIMOL, HIoMsE 2obs30MMdYIL 3539301 BLOJ03WMO 496300056M9d0L TgrgMbgdSL Moo
5MLgd0mMO 356M5d9G®OL dobg3z0m. sEOIM SBs3F0 853039096 500B0TbYds S3sMOMEIMDS,
3oblb35390000  MbsGHMWGOOLYD, GMIWgdoz Mmxsbdo bm3zmMdID, Moz  odMobsBgds
0603053030l 56 Jmbs8o, gdmEosms 9939390590. 35383900 MBOM J9bgEgdIs© JREYd0H
393Y39gosl (3.0. 0sdobs 1964, .8. 3m3mgs 1968 s bbgs). 393Y39wgdol gmbigool
BodmMPGDs  9oMIYMBOMOIE  S0LObYdS  sBMMZBYdOL SOOI BMOTOOL  49B30569dDY,
39605¢)MH0 3MbJEool 99839Mbgds 493w9gbsll 9HIbL 4963056900 yz9ws LRGOMDBY, Lo
xLOJ03MmO  dJmddgEads LoGY30m  SMHOL 25395 gdYo. BLOJMEMYJI0 B EOHML
09969096 3H9M30bl oligdos, MHmIgerog 60dbZL Y9bsHMBIL BoOMM 56539MHBIYMHO Lodbswo:
Lobols 259m393HY39egdol sMbfimMo 0bEHgM3MHgEo30s, 0bBHMbsEool 396 252905, LS3MMMO
39(Y39w900L IMBMEHMEMOMDS. S1gmo 85333900 dMYIbgebo 5G056 MBPNOIBINMBST0.

mxobdo 5BOHOWo 853939080 9339 4 Herols sB5300 BWMOGD 5T ,,250MmMmddger» [Hglgdl
(unspoken rules), 53 339 ML ,,06@gMO3gOLMbIMHO 0bBEHJEgdBHoL» Towowo ©mbY.
3960dm, 053030 3005MMo3L  IMIYGO0s6  LBEGHMOGIR0L  XyMBdo  Fglobgergws:  xX9M
533060995, 99909y 95d53L Lbbgs 8530308 dmddggdsl, dMEMl 0fygdls Aslmsb Lorgds®l s
B9 3905 Aol 5gGHogmdsdo.

05303ms LObEdo SVHBOEOE? B530390L MBOM 30[HOM Mo MIbYE3s 9d3m, obobo o6
03bMd9b6 3936 9g9dgbB IO ymxzom bogsbl, o6 Bodys®ml dmzegbgdls, y39woxg 0dsl,
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o3 3900  bogbmdos  yzgws  L3MEEEdIWMIMZOL, OMIgwoE  Mmxsbdo  FbMm3zOMOL.
3M3bMd50 LGIOML LOIMOdJL 04509 03949350, MM SOLIHBMYJINE 50060 dBYdS
3MLgd0m0o BsdMmMBgbs 35¢LB0bM-bsBMgz560 sDMHM3BYd0L 49630690530, MoE, MMM
36Md005, 06¢)gbloMEms© Y4serodgds 1B3MHFEIE S153d0 S FoMmBMoYIbL >0 gdgE
bo3wydzgl  Lolgmerm  3OHMyMsdol  LEOYYYNBOWOE  EOdY30LsM30L. d53d3ms  Loberol
SLIBOEIGODB  5©00bodbgds Bydoldogmo Bmddggdol d60d36gwm3zsb0  @II39009ds,
3M5mMY60HgdMMds, 439306 LOGHMOEOMOMBS.  9.0.593965L963m @S  0.5.39M3m30 (1961)
15O 0bs© 906065396, MM 3530305 LobEgdls s BgMEs-06@IMBIFHJOT0 MgoEIMEIS©
SOLYOMBOL BogMMby A56I30MoMMm Bo3d3L Lbgsby IMGMsIMHO M0 gdol, Lbgol
30594mx35%Hg Iymagob gbodmemyos.

0.3.00MM3065 s 9.3. ONBLIMO [164] LodOMdYD ,,0065090MM3g 3mb3oEswobdol»
39339000 BmMIJOol  dglobgd. oo YBMOm oo  bsbos  @isEYgbowos,  HMI
13030 90Bdo» gl 5MHOL _ sOBOHOL IROEO0GO. Foasd gMmo boddgs MgMOoMEo 3MEbs
@S dgmMg _ dobo _ 6MHgom@me® s0dmxBbgms. MMam®mE BobL, L ds3d3ms Lobergddo
5ML9dME0 LoESE0S byl MHYmdL, HMI SOBOEOL IBOGOGHO 33Ws3 3¢0bgds bosb ghom,
bsb dgmeg LbLRgO®do. S30FGHMT  SMEOEGOJ0s B5303Ms  LObEIOl  LMEOSEMMO  Qo6MgdMl
RLOJMEMYoMMo JglHogurs s 30MHMIGOOL 2odmM33939, o3 bgwls Ggmfigmdl s>dBOEIEL,
dobogegdgel  OLAEOMUL, SEIMBHLZMIL gl IBOEOGO. 0530305  Lobewdo  Ibmzmgd
SLYBOEIMS  Fglbobgd  LYOOMBMWO  BLOJMEEMPOMGO  FSTMIZG39S  BIBIMGOVICO
.0.003M30P01(1968) bgddmzsbgwmdom. FsBdo  s3T539d9w0s 3533308 J0MM369d0L
d9LPogeols 3gomdo, 1939 BLOJM-39oRMA0MNOO ToboLOsMYdOl Fgygbols Fgo™mO3s,
OMAMOE 9930090 30MMBS  (3EBOL  IYMM™MZgd0LIMZOL ds3dzms Loberdo dbmzMgd
50LSBOOYMS FgLobgd, Fo0M30L OsABMBOL EslTOLY s LMoz ™M 3OMYbMBOLMZ0L.

3.001906M30b65L5 5 5.6 DBLIMOL YHBOHOM, 306039t gl gm3ols Y@M gds bos dogd3gl
05303016  MODOGOHDMIL  MBIGHMWYGIMID s NBOMUYdMb. @..gogmGHb3oL,
9.3.953m6OMg930U, 9.6.¢09Mb30930UL, 3.0.crobobsL, ©.8.93Mmbobol s b3y s3GHMOMs SHBGOOm,
Mxobdo s 05393ms Lobewdo J3bmg®gd  d53d300  2obLb3s3gds  M30M3ggl  ymzErols
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396390Mm3gMRGdmMIb MOMHD0gHMdsdo 30bgds. Gog MRM™ dzoMghermgzsbos 353830, doom
M3 39 9609369 ™dL 0dgbl Jobo YYOHMOIGHPOMBdS ROMBYGOMB, 00 »YROM FgEoE SMHOL
B9 ©9M30009do. 6.9. 6739339350 [144] g58M 3310935, OG0 356 d5393ms Loberdo
93bm3m90  SELIBOEIEGODY  Bso@MS, TM(IMdL, MMI 3533305  Loberdo  Fgdmbyyero
0530399056 0oL  SPLIBOEIWO WROM  EITYME0S, JIMOBOEIGDS SODBOIL s FgBOE
300399603509 )6H0s,  OMIJoi  MmxSbob  s®ol  Jgdmlmwo, omwbo  bBsgermemo o
3M5LsLMZ39e0 3060HMdYdOL AJmbg MR IB0WD, oMY 153330, MMAgELsE MY sbTo Loghmm
50 M3bmgMos. MBOMLMD  MOOGOHHMDdS, 8533308 DBOHILMIB ghmo 8600369356
50l 0353908 oL (3bmgMgdsdo. 05303ms Loberdo 53030 099035  MIBIGMEMS
39M90m 33530 0dymax3gds. B39MEgd®m03 M) sbdo 2-3 (bdoMs gMmo) Lbgsalibgs sbszol ds3d30
00394mg39ds, 8533305 Lobewdo 3o 9o xamxdo 10-12-sb 25-0g gMrmo sL530L SVLBSBOIWOS
RGIONCS) 530MmygM0eo.  s80@GH™d, 99aMdMMEo,  39oEdmnlvemby  MOHDOIMHNMIJOOL
Bo0MYoe0dgdsly 35383ms Lobrols 30MMdgddo msgzobo B39E0R0Zd 9J3L. amboge, 3Jgmo
S0IBOOIL  F9dwos  MmOHRobobgds  go39mml 353930056 dFoMM, bMdom  sMLogLy
MOMOJONMOSL, OMmIgwos  MNHOMBIIWYmaL 3539308  LemE0swE  dmmbMm3zbogdsms
©53954mx30gdsL s ol 356MHTmbome 95630056M9dsL. sIBOEIEOLIMZ0L 393G MBOM
(Y0 553YsOML 30MOEO GIMEOMO 3930600 SOLIBOHOYMD, 300 IELL: ol
X3Bd0 39GHoLIGGHI®E 093M0 03530305, 0L FoMIb TBMEPMP OOL 296339 IMbBs3zgPL
5G9l o Bbgs. 5d5L 30 80399396 3539301 BLOJ0IMMO s 3060M36v9o FobgomsMgdol
LYOOMBM MM39359Y. BIBO 93EMOGIO LM 0BsE 50b0TBs39D, MM g0Ms3 Mbs
d93bomrmgl 053930L 300390 2o0dqdsl, ol 30M39w bsdoXL, 30039 Lo@Yzal, oL
3903390 sDM0, FgxzoLgds dob ,,350m0ambgdEMdsll s 5dMBgbgdL» [60]. 5Tob dom9dy
05393l do0sb 25 F0MEI0S, OMAMOEF BoD03WMMs©, 939 TMMOWMEsE. TS bs3wgdo
9306905, 300069 Aol MBsBHMWU, HMIGELOE 339OPOM YYROMBO Yogl. (5.3. MmBLZMo 1975)
[170], LSBMYSMYOM030 SOBOOL 9BIJBHWOMBS 3936 OOl EsTMI0IOME0 X yMRI0
09053500 35333900l M5MmYbMdsBY,  FoLHogwrgderol  3MFomdol  gobGmogbg s Ubgo
3060090bY. gLlogmwmao Mbs sgHTsMML 390sMaL dm393ME LoEWOE30sd0 4563393580.
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5.3. G BLIMOL, sDBMHOm, do0sh 36083bgemz960s FMzMLdobmo dGMJIY6 39oaMmygdls o
RLOJMEMYJIL, OGMIGdoE 9933039090, MM d5383ms IHILYDMEGdsd0 SOIBOEIEOL S
Asbo39dEol 39300601 353030056 ,,56 593L S 3G MBS 3JMbEgl MK SBMGO bollosmo» [172].
om0 SHMOM, MRbOL oMo SOBOES 5O MBEs s0aMb, MMYIMOE MYIBMOO SOBOEOL
03035309, OMAMO3 doLo  MeMglo  395M0BE0.  9@T0BMS  MOPOIMNMIOL  6gdoldogm
090353056 Bosbo dmogdgl 353930l 306HM369d50 BsIMYsE0d7d0LM30L. LoFoMmms Imodgdbml
dbmermo dobogzols 535bslosMYdgO 030906030 1393083039, GHmdgwos
MBOHWB39gmRs  LobMH39w, Lsboggmm 9dmE0E dEYMTMIMIL S 236530M56dOS
000MJ)0 3533300 boFus @O MBIML, EogbToMmGOMS 35393L LS 3YMIMO 06030 ST MBOL
35356Md09M905d0 s 15393L 0dol MFADbs o9hbIdM®., HMT Ol 56 sGOL Bgdg@o GH30MmMO,
565990, Y350m, LF0MJISM s LMY MIOL GBS Tgmdeos. gb HPMEEO 5FM3BS X6
300093 39033919, 83580 2505093930l dmombmal. dsgdzms Lobedo bmgz®mgd ds3d3mo
Bofoels 500Mabbs MROMUBGOMb JMBEIIBHOL oo LMM3zoo, o doosh wMbsMosm
MROOML 50930569300 MOM0JOHMMDY, 93w9bgb  oMEbOMIgE  06FIOILL,  FMEbErs©
0952009096 MBOMLOL  SHOLS s  TJBSLYdSDY. 9983500  BEYMTMJMdS  333900M5©
3o6Ub3530gds ,,3MB30ES0DTOLOYSL», Toa®ed Fs0bi3 d5303ms J393500, GMIWgdog M»Mbo
1599399bM 3530305 Lobedo 0BMPYd0B, Fgodwgds 99360dbmom 53 8dodg ULbgmeEgdoL
396000900, 253390000 503bgdo MOHPOIHPMIOL LRgO™Io. 50dmhbEs, MHMI ds3d30L
0603053035 ©9J390009390s, guMLEGHIOME0s. M 3 b MOMOJOHMDS 5O SMOL
IONIOD0  BRBGOM, Lssg s0ImBIbowos sMLYdoMO  oblbgeggds Mmxsbdo sOBOHO
05393L5 5 85333ms LobeEdo HSOBOOE 353038 FMEOOL, M58 JH0I-9MHO JOMOMSOS. oLO
©9B03oA0  HoMImMImMdL  BLOJo3ME  2ob305MgdsTo  BITMOBIBSL @S 2oIbLESL.
36093690 m3bs  Bogm3owgm  YMMomgds  go399sb300gd0bs  30M3gmgl  ymzeols
MOMN0JONMOIBY 5 Fobob 9F0OMP 35380090 Ls3oMbgdby (9hHm-gMHmo sligmo
bo3ombos _ 8530390096 993Y39ego0L  gob300569ds). dMmeErm EOML JogdMwo BodE9gdo
dmfomdl  3mdmbozsgool,  39MdoEOol  fobs  gBS30lL  4vsdfY39dH  Omel,  odol
3obLOLOBPZM35, BMmEOL  0fjygdl 353930 MBOMLMS W30l Fogqdsl,  MHMOL
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5535615300005 M3000Mb s M5 398300 29630M50M©Yds M300 dolo dg@Yzgergds 99dymaddo.
05393, Labewdo I3bmzMgd sOLIHBOEIEMS 393Y3909d0L YRWGOOL BIMMBRIBSE LfmMgo
3ML9dME0 LMEOSW YOO A5MGIML B3)E0R03000 F9BOLIBOZMYGdS. 8.0. Eolobs [129] 353830
Loberdo Ibmz®mgd  SLIBOEIGODY LEMBdOOLIL YMMIEPIIL 53930 gdL 3093 9O
360393690356 36:MdgdoBy _ 0538305 999936900000 5dBH03M00L 456300056M905B9g MY sbTO o
xoboll  qoMgm, 0530305 Lobedo  Ibmz®mgd sl BOEIMs  Fogowomnby. 353330l
36MdOLIMY356MgMds LOGMIZWHE JYds dob mbxdM03 256305MOSL, sEOIM Hargddo
dolgob 89309 MO IM30EIOIo B3xE0sW MO MBsMIdOL s 8530305 89993690000
06@9M9Lgdol  BIMYsE0dgds, MMAEOL 50989 F9w9dwgdgeros Bgmesdo (o®mds@gdmws©
LHoges, 05659900039 Mo B39E05EMdgd0L MBS, 58539 OMUL, 353d3ms Lobaols
50LIBOIBO 25dM0MBG3056 ©sd390mdEO (36MBdOLAMY35MGMBOM, LygMmm LsboEmaEbem
GMbMLOL ©9d390mMgdOm, 535000M, MYI6YO0m. sboer FMdYFEOEIGOIMS B0MGOOL MM
36003690m35600 965 FbmmE ™mysbdo s 0539300 Loberdo Isbmgz®md SLIHBOEILMS
39993690000  9d3H03mdOL  FgoMgds, 9MedgE 5T goblbgeggdol JobgHgddo 9oM3393> o
50dmxbgMs 3mesdge sBs3dogy.

36Md00s, MM B3MmEslmb 5s3GHOE00L 3MMm3gbo Mm)sbdo Jbmzmgd d5383moM30Bs3
15305Mm@ OMME0s. (300930l 3OMEILO, B3MWTo Fobigws, 25339000l 3GM3gL0, Msdsdo
AMEgomsb,  dIMdEgdol  Imbgers, 06030 MHO  3mbGSJBHO  BobfogagdgEmsb,
993900bgmds 80b) [7, 64]. ,,25030d905» d533ms LOBEOL SOBSBOHIWGIMIBSE S LMol
Ambfo3ggdmabog Modymzom gdmEost off3q3L. 4oblbgegqds dbodgzbgwms. 3x0JMM™MdM,
MoGymBomo  Jgxnslgdol  doBgHBo 1530305 LobEEol  35303900LoM30L 0o  (3bmzMgdOL
IONRIOM3Z9560 s IMTsdGBOIOI0 oMgIMS S 296339990 Mg50d0LSEI0 ITMOROWIGDS.
L3Ol IMUHog3wggdol Ao©030d9ds 35063 LML 35380MEYDS, 393390000l 45TGMEOIO,
Dolgaols, BdoGmo L3mesdo s®LYOVIED SMBLILYYMZ9W 306MHMBIYOL, CO3 98350 LYSOMIYMRO
90m30sL 0f)393L 85393908300. L3MEsdo Fobgs FsbMmdM030 L3meEol dmLogwrgadl MBGOM
bdoMo JHMGOm, 300009 d5303m5 LobEEOl SLIBOIGOL. 3B0JOMdIM, gl goblbgeggds
o0 3bM3MYOOL 30MHMDYB0E6 458MmIPOBIMYMBL. MOoMJol ymggew dgmeg MmpsbL 309M,
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AH99g30HMEM0,b505sdM  3330vEHIMO s Bb3s FoloMMMdo LETMogds 5gd3L, MOl AsdM3
05393L  LEBEOID QoG FoTMBZEs 9O MBS, FJomMdgBgl Lgmesdo oligers. 353d3ms
Loberol 053093908 30 990l 30MMBJO0 9GS 5J30m. olbobo 8mEB0Z9®, 29M339  Mgg0dL
90OB0wgd056, 980@HM™mI Fomm30L Lgms MROM IdoMo gdmEool dsdmdfj3g30s. of
b30090056 3530560 bo3bMdYOL, 5THsbIYIOL WS Mgl MFBOM Moz30LWMGEsE MIBMBIB, 300MY
05333000 Loberdo. Mog d99bgds ,,39339000L 3OMEILL» 35383ms Lobeols sELYBOYgddo gus
M3 bdoGo 0f)393L »MoMyma00 gdmEosl, 300069 b3MeEol dmbfegewrggdmsb, dombgo39©
0d0bs, MM Jom LB3MEsdo Fobgs Bs3wgd OlZMIRMOGHL 9Jdbol. 3830JOMdM, MMA dsm
L3MESdo LSOO MHIMOSD ,,353300000L» 45M9T. 535Dg 093HY39egdL FoO VIO
539009909M0 IO Yds3. 39bLL303905 LoE¥SE0sdo ,,ddMdGOOL IMLZEs» FoblsgMmMgdom
035¢LoR0bMS. 3530305  Bobol sl BOIWGOOL  SBBMW NGO  MIMI3egbmdsdo gl
Lo@GoEos Lobs®wals 0fj393lL, 85306 GmEgbsg LB3mEol Imbfogzwggddo  dEAMISMGMDS
3906b9gd0s _ otymzom gamEosl 99:00369096. v Mo@™ad MbsMosm 3533305 Loberols
SLIHBOEIEgOL  FIMdGdOL  TmLgrs, gl 5300  SbEbLBgeos, obobo bmd dmdog
dmemobdo 96056, HMEOL dMs300bsg9b. dom 3bmzMgdsdo gl 439esBg d60d3zbgwmzs60
©OYS. bogrm mysbdo dgbmgMgd 853093900006 L3msdo FImdEgdol dolgers 9dgGglo
535300698905 om0 830900l (3110 L5309 b s b3y sbgom 3OMdWgdgdmsb. s80EH™a
ddmdEolL 95dmbgbs BmyxgH Fodol gdmaosl 0f393L, M50 ,,Losdml 396 2owsmMBYd0H6
o  MHolLbgsl”. ,,0600030MsMOO  30bGHSJBHO  FoLHogwrgdgemsb» _ 05303ms  Labeols
50LIBOEIGddo MBOM bdoGs 0fj393L MoGymzom gdmEosl, 3009 Mmxsbdo dbmz®mgd
05303056. 0530305 MIMH3gLMBS 96 GOl 58 3MmbEFEOJBHOWIB YO0 AIBEIL. B53830
Loberol  sELIHBMEIEgdo 9GO  MIMYMBoMO  GJIME0JO0m  BILOIMEYd0D,  MFoOHm
969 b 353580, bJoMs Mdobgbm@ PHMIMIP® s 9O MPIMBIE  9OMTsbgL
L5 5F5MIGOL.

,»,09(3900069M05 dob» 3609369crm3zbo goblibgzo39dmws GFoligds d53d3ms LEbEOLS s
cmxobdo dgbmzmgd 8539390m96. 330JOMdM, gl goblibgeggds oligg s 0lyg dsmo bM3zM9dOL
30600090056  dmIEObsMgMdL. M) sbdo 053030 39339000¢9d0L  dMIDBoYISL  MbBo33WgdL
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Ubgoolbgo  golo®mmmd  LsdwoEgdgdl, ol AoMgdmiEeos mxsbol {i930Mgdom @y Tsmo
b0Y35MMEEom.  Bd53d3ms  LEbedo 30, OMAMOE  Y39ws  Boddosbmds,  3939000b69MdS
309dGHommo bsbosmobss. o.3. OHMBL3MOL (1990) sDOHom, FLOJMEWMYJOL s 39sRMAJOL
X96O 30093 953493539090 5430 LSOO 35650 B5303Ms BZMEILMD 5@I3ES300L
3Mm3gLbol 9abyddgdolsmgols [170, 165].

XX —L5m3mb0ol  dmerm  Igmombgdo Lwew  ma3®em 933030900 296500 gdol  sbogno
3M639%83309, MHMIol Jobgz0moz B3MEOL JoMOMIE M350 0MZEGds sG> ToOGH™M
3@©bol 8033995 s LoFoMm Mbsc-B393900l 9dmBs390s, 9599 IMLogwrgms 30MmM3b69d0L
Bo3MYo0dgds3. gu Lo3omMbo  J9BLO3MIMGO00  SJBHUYSEXMG0s Bo3dZ3Ms  LobEgddo, Lows3
5©0IBOHOIWMO0mM0 BYR93egbs J0M0M5s© FoLogwgdgebgs M0 YOMEVO.

L3Ol s B53d3m5 Lobgdol BLodmemyorMo LsdlobMo, gMmo dBGOg, SLo3MdMO30,
390053MQ0M0 5 BME0SWMMO BLOJMMMYOoL RBMBESTIBEHMO A50M 339390l 9yPHIEbMdS,
dgmeg dbMog 30 35383ms Loberdo s®LYdME 139E30R032IM0 30OHMBJOOL Yomzseolfobgdosb
3990306569 139305 H 33eg35L BoFoMmMYOL. ob, MMI LMEOSEMEMO J5MGIM 25s3FY39G 0
3060m36930L  Bsdmygoodgdol  3Gmaqldo 933L 96 ofigg3l, g bgyogwrgbs  sbg  sGOL
©bHOLOSMPIMWO  JoMmM  BLOJMEMY0sdo:  ,,00500560L  2obfigmdoms  LobBgds
LOBMYPSOMGOIOL O (350039 5©F0s6OL F0TMI0Y FobLOEBZMLZL LmEosw Mo Lobsdzowols
B900d89gd5L 30MHM36905BY. 55805608 bME0sE0BsE0s, oo sOBMs, dobo 3oMHM3bqdOL
Bodmyo0dgds  2obfymdsms 03  LoLEGIOL  FBMEOIoMGdIOL  bosIrHg bgds, MMIEOL
L5339 DBYI3 0g0 SbMOE0JEGOL o30L LogbmdMog s LME0SEME LogdosbmdsL» (3.
Boo®sdzoeo 1985 §.) [15].

0530335 Lobrol LMY MMO oMM YROM 993990 JOMGdS JMBEBHMM®WL 9H» ot 339w
50IBOOY-35LFo3gdgmsb  Lo3dom©  boby®dwogo  3mbGSIGHOL  Qo0m.  Bopasd  odo3
96003690m356  BoJBHmMo  Bsghm3zol  mxsbol  (wmbsg  Bogermemo) (193690096
MONOJOHMOS.

@5 35063, 39093Ma0Mm0 H9dmddggds, 39oxMYOMEM0 FsMM3d, B39b0 sHBMOm, 8539300
Lobeools  dmbfogargms 306HMm36900L BMMToMGdOL oMM BoddmMo MBRYds. LimMgo

39



39053MaMb MOHM0GOHMMBT Mbs FgogLbmli IMBEGOMD MBM0IHDMIOL IBOBFOGHO ©
053000  MmOQ60BYdMwo  bslosmol  godm  d53d30L 30636900l BMEOI0GMYdS
305630350 Bom ooyzobml. d53d3ms Loberols Ms30L9dMO LME0SMIMHO Fo69dMm,
50LIBOIMNS M530L90MM0 LME0sODsEoOL 3MM39LO, 30039 Modo gdME0O LEgH™mTo
0Bgbl  0ogl, MMIgog ™sz30L  dBEOZ,  L3gEOROINGMO, 98 LMEO0SWNH  J0MHMDYOTO
B59MY5c00890e0 296{igmdomos oblobzmeo.

90m309M0 bLRgOHML (odyzsbo Gmeo LFsgzegdols s sBMEOL 3OHMEgLdo M3 lshobm
BoBL 3. 00MMTg3L30L (1996) Tmyzsboer FoqseromTo ,,@05w0 FMLHOGS, 245339000 9dDY

G0 93935 30905303 mewo  igbol  dbgero  odablimg®mgds,  doLogergdeols  SbLboLLL

4965000900l  3mb6396GHME00l MbsmMds g 300093 9O 60dbogl 3538308 0bEgargdEHol
BodmMBGbILS 9B SLMEosmdLl, gl 9M0L Lod3GHMIYO0, MMIWOL 356 08sengds IBMm™M3s,

0530605300 YOI M69dEMdY, sboewo, 860d3bgemdols IJmbg MBHMLOL (Fobfogzegderols)
dodo, Lod3GHmAgdo, MHMIwgdog bgwl wdwwol 353936 39O  A5AMBEGL ol Fobogvo,
6HMIgo3 65930 0oL».

1997 §. 3. Bo®3m30l 3096 g58m33w g 0465 3900033000 LBl 253egbs Lobiffoganm
9 3035305D9. 93GMM0 5MHBg3L FoLHogwgdols MOBIOG MEOO9BESE0L: F53mbEHMMEdg
053930L 933HMbM0sDY 53I6gdML. 35653090 _ 5dE0gMgdl Lsgzerobodo Foboysb
33035305, 3mEBoLIMY35MGMBL, F53MmbEHOMEGdgo LEHOEO 99390m9dL  Lfsgarolisdo
d0obogob 0b@gegLl, Lo3MMIM0 Mo30L5A0 35¢030B39dsL.

LPmOHgo 9ImEoeHo ©IM30YdYWgdqd0 [oMmdmoygbab 3smdmbormo gMmgmwols _
306m36900L 5MLYdom oML, 3060M369g00Ly, MHMIgoE Lodmwmm sbys®odom Bbgmdcmo30,
©OOLYIMWO s 58539 EOML Mo 3bMmzMYdoL 3OMdWYIgdolsdo Fgamadol wbsmosbo
0g690>.

6MmFom0 SQDBOHO ®0mMJdol y39ws 05393ms LEbEdo 356 MBYHYs. d5303980 FTomdgb
bsemobom, dmbmdgdom, do®o ©mbyHgs 3003MALEbIMgds3. BoBsQ09MM®, WIBSE0S
SLIBOEIMS BoFoMm 53500930M0 LMD, Lfogerolsdo dsmo 0bEgMglo. HmyME3
503608690 gl dOMOMOEIE  AIB30MMIGPIMos  Lolfogerm  Logdosbmdolsmzol
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565bgElsygero 3060HMdYB0m (9O Mmsbdo GOHNPOMYWSE d93500bgMBL Isbwmgdom 15
053030, 503BMIol bgeddmzsbgrrmdom), 39693H03M0 Fod@EMmMom, (Msdgmy Fdmdwgdo
bdoMo  6560H3mBsbgd0, sE3m3mEoBdom, 3969MH0Mo 35 Jd0m b FLodowEs
55350090960 5M056) s BMY0gH F98NH3935d0 MK IB0EIL Q9TMYMEOEIO 39OYMYPOMEIO
BodmMPgbormdom, 3ol 899gas bJoMo 9500bodbgds e®m0odo  gdlozMemo oMoy,
99L50530b5 F93Y39WgdoL, IgblogMgdOL, SHBOMZbYBOOL gob3z0msMgdol Fgg3gMbgds.

05393900 999030350 ©EY-0sdol 496393 MdsJ0 OE 3Megd@o3do 3bmzmO™MdI6. ol
30639 BsHols Bgmemsdo 5@sMm9d9b, dgmMg Boffols dogdzms Lobwol LogMmm 3megd@ogls
099 LYSOIBOEIM KX 2RTo 25 353030056 9OHMO@. 900 Y39ws 1JF0bMdSGE 3MegdEHomEo
bobosMOLYS: 3MgJEHOMOO F93500bgMds, 3MWYJEHOMMO oMM, 3M9JEHOIMO0 ILZY6YdS
5 5.0. 5933560 3bM3MGds aMdggds sMIMo farol 4963s3wMdsdo, M3 IOl SBgsAl
0530300 X 96309 MdsL, Aol BLoJo 3oL, byl »deols dolo 06030 YSEIMIOL goB30m0GdSL.
0. 9bsboggzo Foabdo ,,390003ma0mM0  Fgxnslgdol  BLodmemaos[47],  BLOJMEIMAO0MMOE
Boomnws 230P39600L, v BMymE 599bgdl dImbfogarggdls dolfogergdgero oligo 306H™md9ddo,
OMmES 3500 0bGgagdBHo 9dGHomm©ads, 6300LYmxas JmdooHEYds. dmbfsgzerggdo bmdom
0300090056 2o6039dMIYMnB ©S 1LOsAM3690000 MOHCOGONMDID Fo™SD. sl Im3ysgl gy
3550m0E, MHmEs dsLHogwgdgwo o300 MMMO0IOHNMOOL MEMPOBOMIOD §5339000DY
dmbffogargms  4mbgd®mog  9dGHoMOMdLL  99390m90L, 0f393L dsmdo  bgaeBHoME  29b639dL,
59390090L  BgdoLYmAl,  BoJBHoGs©  Ambfogerggdo  do03ygogl  9@s0sbms  dodsGm
MBOMIMIOLS3)6. 39W93MP0MMH0 MODOJMNMIOL SOLO JoDBY 39O 2odmbods g3
AMELEGHMOT, 353653 oL MYOHOYGOHDHMDS 30 965,30l Lwo» MHm.. ,,30Wsdo SGOL
oS3 39M33939¢0,  OMIJoi 0momddol 96 9939000g05Mgds  Aobffogargderols
b9ddm3569mdsL, 39o8Ma030L 3936096900LsmM30L MoMsa LEgLgdom WEbMdO (53, 5ToLMb
oLgmo, M3 FoMmdsGHgdmwo bsgarol smLBL d9590L. gl ML blmol Lwwo. gb byyero
90mOBowgds  3bmdo  3956mbgdls o Bsbffogegdegdol  MeMYmBom  BYRs3wgbsl, 9.0.
doLfo3w909gEds 030 MBS 59MHOEML DBMAOgHm Modgl 0doLEm3oL, MM 56 JML3ML gu

bgenon.

41



5QMJM0 @S B3MEsdYo 053830M00L [ergdol 2oEMIdS 30O 3MIHILIYME
306009030 5MLOLMZgE  caxsbls b 8533305 Lobwdo, MEIzm© 9BIBL  Bgs3egbsls
3060m36900L 93019899MBIMS BMOT0MGIDY. SVLIBOEITMS MOPNOIOHDMOS MBOMLYGOMNI6
@5 9OHFBYNMB MOHD0gHDHMOIOL BMOTS s JobosMlo, MMIJOE Yoer0dYds 3533300
Lobdo, 89305  3963306MHMBYOL  3060HM36900L  BsIMYsE0dgdol  gMo-ghm  3603369em36
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Key points

e Early life adversity, also referred to as adverse childhood experiences (ACEs),
includes stressful or traumatic experiences in childhood and abuse, neglect, and
household dysfunction.

e ACEs put children af risk of negative physical, mental, and behavioral health
outcomes.

* When a child is exposed to stressors, such as early life adversity, the body’s
natural stress response can become maladaptive or toxic to the body.

* The toxic stress response results from a disruption of the circuitry between
neuroendocrine and immune systems, and it affects multiple biological systems,
laying the foundation for long-term health outcomes.

INTRODUCTION

Advances in science have provided evidence of the complex relationship
between the social environment, child development, and long-term health out-
comes. The medical field, and pediatrics in particular, has become increasingly
involved in addressing these complex relationships [1]. Early childhood and
adolescence are known to be sensitive periods of development during which bio-
logical systems are readily shaped by both positive and negative external nflu-
ences and experiences [2,3]. Exposure to frequent, prolonged, or intensely
negative experiences in childhood (ie, early life adversity) has been associated
with long-term negative health outcomes, including ischemic heart disease, can-
cer, diabetes, asthma, and premature death, among others [1,4-8].

*Corresponding author. E-mail address: smarques@centerforyouthwellness.org

0065-3101/16/$ - see front matter
http://dx.doi.org/10.1016/j.yapd.2016.04.002 © 2016 Elsevier Inc. All rights reserved.
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Investigating the precise biological mechanisms underlying the association
between exposure to early life adversity and negative health outcomes is an
important emerging field of biomedical research. The current body of data sug-
gests that a maladaptive response to stress during childhood, referred to as a
toxic stress response, plays an important role in the pathway from early adver-
sity to disease.

In this article, the authors describe early life adversity and toxic stress, and
their implications for pediatric health.

e First, early life adversity and health outcomes are described, including defini-
tions of early life adversity and its prevalence, and associations found between
these early experiences and long-term health outcomes.

* Then foxic stress is defined, as part of a continuum of the physiologic stress
response and as an important biological pathway linking early life adversity to
negative health outcomes. The authors provide an overview of the core
anatomic and functional components of the stress response as a foundation for
understanding the maladaptive response characteristic of toxic stress. Also
presented is evidence of how prolonged exposure to severe or frequent
adversity in early life can have an effect on the neuroendocrine immune cir-
cuitry that ultimately alters the organism’s ability to cease the stress response.

* Finally, the pathogenesis of the toxic stress response is addressed as well as its
impact on multiple organ systems, and the risk of negative health outcomes.

EARLY LIFE ADVERSITY AND HEALTH OUTCOMES

Stressful or traumatic events experienced in childhood or adolescence are
referred to by many terms, including early life adversity, early life stress, early
life trauma, or adverse childhood experiences (ACEs).

In mental and behavioral health, there is an extensive history of studying as-
sociations between negative early life experiences and mental and behavioral
health outcomes; the Adverse Childhood Experience Study (ACE Study), how-
ever, was among the first linking early life adversity and long-term physical
health outcomes in a large sample [9]. The categories of adversity used in the
ACE Study represent a limited set of risk factors which, although not exhaus-
tive, have become commonly cited as defining categories of adversity in
research associating childhood adversity and physical health outcomes. Table 1
exhibits the 3 categories of adversity and definitions used in the ACE Study.

The ACE Study was conducted between 1995 and 1997 at the Kaiser Perma-
nente’s Health Appraisal Clinic in San Diego, in collaboration with the Centers
for Disease Control and Prevention [9]. The study assessed the associations be-
tween ACEs and physical, behavioral, and mental health outcomes. Medical
history and data on exposure to ACEs were collected in 2 waves from
18,175 patients of the San Diego clinic (68% overall response rate) [5,9].

In the first wave of the ACE Study, patients were assessed on 2 categories of
adversity: abuse and household dysfunction [9]. In the second wave, items on
neglect were added [10]. Additional traumatic or stressful experiences with ev-
idence of long-term health impacts include exposure to community violence
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Table 1
A adverse childhood experiences, by category

ACE category Definition

Abuse

Neglect

Household
dysfunction

Psychological

Did a parent or other adult in the household ...

o Often or very often swear at, insult, or put you down?

o Often or very often act in a way that made you afraid that you would be
physically hurt2

Physical

Did a parent or other adult in the household ...

o Often or very often push, grab, shove, or slap you?

o Often or very often hit you so hard that you had marks or were injured?

Sexual

Did an adult or person at least 5 years older ever ...

o Touch or fondle you in a sexual way?

o Have you touch their body in a sexual way?

o Attempt oral, anal, or vaginal intercourse with you?

o Actually have oral, anal, or vaginal intercourse with you?

Emotional

Did you often or very often feel that ...

o No one in your family loved you or thought you were important or
special?

o Your family didn’t look out for each other, feel close to each other, or
support each other?

Physical

Did you often or very often feel that ...

o You didn't have enough to eat, had to wear dirty clothes, and had no one
to protect you?

o Your parents were too drunk or high to take care of you or take you to the
doctor if you needed it2

Divorce or separation

o Were your parents ever separated or divorced?

Mother treated violently

Was your mother (or stepmother) ...

o Often or very often pushed, grabbed, slapped, or had something thrown
at her?

o Sometimes, often, or very often kicked, bitten, hit with a fist, or hit with
something hard?

o Ever repeatedly hit over at least a few minutes or threatened with, or hurt
by, a gun or knife?

Substance abuse

o Did you live with anyone who was a problem drinker or alcoholic or
anyone who used street drugs?

Mental illness

o Was a household member depressed or mentally ill or attempt suicide?

Criminal behavior in household

o Did a household member go to prison?

Adapted from Adverse Childhood Experiences Study. Finding your ACE score. Available at: http://www.
acestudy.org/yahoo_site_admin/assets/docs/ACE_Calculator-English.127143712.pdf. Accessed May

2, 2016.
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[11,12], bullying [13], homelessness [14], parental stress [15], economic hard-
ship [16], and discrimination [17].

Prevalence of early life adversity

Data from the ACE Study indicated that almost two-thirds (63.5%) of adults
had at least one ACE, and 12% had 4 or more ACEs [4]. In a more recent, na-
tionally representative sample across 10 states in the United States and the Dis-
trict of Columbia, using data from the Behavioral Risk Factor Surveillance
Survey (BRFSS), Gilbert and colleagues [18] also found that approximately
two-thirds of adults reported at least one early life adversity. The BRFSS is a
cross-sectional population-based telephone survey of noninstitutionalized
households. In the BRESS, early life adversity is defined as abuse (sexual, phys-
ical, and emotional) and household dysfunction (having lived with parents/
adults who separated/divorced, had a mental illness, abused alcohol, abused
drugs, was incarcerated, or was involved in intimate partner violence) experi-
enced before age 18 [18], which is similar to the definition used in the first wave
of the ACE Study. Consistent with national data, results from a study using
California BRFSS data from 2008, 2009, 2011, and 2013 showed that 61.7%
of surveyed adults reported experiencing at least one ACE, and 16.7% reported
having experienced 4 or more ACEs [19].

In children, nationally representative studies on ACEs have shown a preva-
lence of having experienced at least one early life adversity ranging from 33%
to nearly 50% of the population [20-22]. Among 701 patients (median
age = 7.33 years, SD = 547 years) receiving medical services at a
community-based primary care clinic in San Francisco, 67.2% of participants
had experienced one or more ACE (abuse, neglect, and household dysfunc-
tion) and 12% experienced 4 or more ACEs [23]. Among children at high
risk for maltreatment, the percentage experiencing at least one early adversity
was found to reach as high as 91% [24].

Health outcomes associated with early life adversity

Most studies on early life adversity and health outcomes have been adult retro-
spective reports of events experienced before age 18 and their adult health out-
comes. These studies have been important in identifying associations between
early adversity and health outcomes that generally take years to manifest into
clinically relevant forms.

Data from the ACE Study suggest a dose-response relationship between the
number of ACEs experienced by an individual and negative health outcomes.
In comparison with reporting no ACEs, reporting 4 or more ACEs was asso-
ciated with significantly increased odds of developing 6 of 10 leading causes of
death in the United States after adjusting for age, gender, race, and educa-
tional attainment: ischemic heart disease (2.20), any cancer (1.90), stroke
(2.40), chronic bronchitis or emphysema (3.90), diabetes (1.60), and attempted
suicide (12.20) [9,25]. Fig. 1 shows the odds of disease and health risk
behavior for those reporting 4 or more ACEs compared with those reporting
zero ACEs.
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Fig. 1. Odds of outcomes among individuals experiencing 4 or more ACEs. ACEs, adverse
childhood experiences; BMI, body mass index. Adjusted for age, gender, race and educa-
tional attainment. Referent group O ACEs. Data from [9]

Additional research on exposure to early life adversity with different popu-
lations, including children and adolescents, further supports the conclusion of a
relationship between early life adversity and child and adult health outcomes.
After 10 years of follow-up, Karlen and colleagues [26] found an association be-
tween early life adversity and an increased incidence of childhood illnesses
including, dermatitis and eczema, acute upper respiratory illness, otitis media,
and viral infections, among others. On the other end of the life span, Brown
and colleagues [5] found that people with 6 or more ACEs died nearly 20 years
earlier than did those with no ACEs (age 60.6 vs 79.1). Additional findings
from various studies on early life adversity and mental, behavioral, and phys-
ical health outcomes are summarized in Table 2. In addition to these long-term
health consequences, exposure to trauma in childhood has been associated with
abnormal development, learning difficulties, and additional pediatric condi-
tions, such as failure to thrive, enuresis, insomnia, and obesity [27].

EARLY LIFE ADVERSITY AND TOXIC STRESS

The etiologic pathways by which the effects of early life adversity becomes
embedded in the body and brain of the developing child have yet to be fully
understood, but promising research suggests that a dysregulation of the phys-
iologic stress response plays a critical role in the development of negative health
outcomes. Although influenced by genetic variability and social and biological
protective factors, early life adversity appears to act on the organism as a
stressor. Exposure to severe, frequent, and/or prolonged adversity, during
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Table 2
Health outcomes associated with early adversity

Outcome Adults Children and adolescents
Mental/behavioral ¢ Alcoholism * Bullying
health * Anxiety * Dating violence

Physical health

* Bipolar disorder

* Depression

* Difficulty controlling anger

* Hallucinations

* High stress

* Panic reactions

* Posttraumatic stress disorder

* Smoking

* Substance abuse

* Suicide

* Any cancer

* Autoimmune disease

* Cardiovascular disease

* Chronic lung disease/chronic
bronchitis or emphysema

* Diabetes

Early death

* Fair or poor self-rated health

* General poor health

* Headaches

* Hepatitis or jaundice

* Ischemic heart disease

* Obesity

* Sexual transmitted infections

* Sleep disturbances

o Skeletal fracture

o Stroke

Delinquent behavior
Learning difficulties
Physical fighting
Weapon-carrying

Acute lower and upper respiratory
infections

Adolescent pregnancy

Attention deficit hyperactivity
disorder

Asthma

Autism

Conjunctivitis

Dermatitis and eczema

lllness requiring a doctor
Intestinal infectious disease
Lifetime asthma

Otitis media

Overweight or obese

Poor dental health

Poor general health

Pneumonia

Urinary fract infections

Urticaria

Viral infections of unspecified site

Data from Refs. [9,10,20-24,26,125-131].

sensitive periods of development without adequate protective factors in place
(eg, supportive caregiving), can cause lasting changes to the stress response
regulation. Therefore, toxic stress represents the maladaptive and chronically
dysregulated stress response that occurs in relation to prolonged or severe early
life adversity [28].

The stress response

The physiologic response to a stressor involves a complex interplay of contex-
tual and biological factors, such as the intensity or severity of the stressor, in-
dividual genetic characteristics, gene-environment interactions, family
environmental factors, and developmental experiences [29,30]. Protective fac-
tors, including biological and social resilience, are also involved in determining
how the body responds to environmental stressors [28,29].
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The spectrum of the stress response includes positive, tolerable, and toxic
stress [1,28], as depicted in Fig. 2. The physiologic response to stress depends
on the nature of the stressors and the availability of buffering and coping stra-
tegies. Although there is promising evidence from animal studies that the toxic
stress response may be mitigated, the extent to which an individual’s stress
response can move along the continuum is currently unknown [28].

A positive or tolerable stress response is characterized by a return to homeo-
stasis, whereas a toxic stress response may induce lasting changes to the organ-
ism. Toxic stress is characterized by prolonged or frequent activation of the
stress response that leads to a dysregulation of the neuroendocrine immune cir-
cuitry, which produces altered levels of important hormones and neurotrans-
mitters and ultimately changes in brain architecture and multiple organ
systems. Because this maladaptive stress response occurs during sensitive pe-
riods of development, its effects can become incorporated into long-term regu-
latory physiologic processes, and subsequently, can increase vulnerability to
developmental, biological, mental, and behavioral adverse outcomes, resulting
in an increased risk for chronic diseases in adulthood [11].

Anatomy and physiology of the stress response

The stress response has both central and peripheral components. The central
components of the stress response include the structures of the central nervous
system (CNS): amygdala, hypothalamus, and parts of the brainstem (locus co-
eruleus in the pons; medulla). The peripheral components of the stress
response include the sympatho-adrenomedullary (SAM) axis and the
hypothalamic-pituitary-adrenal (HPA) axis. Fig. 3 summarizes the core anat-
omy of the SAM and HPA axes.

In response to a stressor, the SAM and HPA axes are both activated. The
trigger stressor activates the amygdala, which has evolved to detect and signal
environmental threats to survival [31]. Activation of the amygdala is modulated
by central structures: the hippocampus (important for learning and memory),
the prefrontal cortex (implicated in executive functions and cognition), and the
locus coeruleus in the pons (responsible for mediating the autonomic effects
during stress response) [32]. The complex interplay of the pathways involved
in the stress response is highlighted in Fig. 3; key stress-induced hormones are
summarized in Table 3.

Activation of the stress response

Sympatho-adrenomedullary axis activation. Once the stimulus is interpreted as a
stressor, the SAM axis is activated, releasing catecholamines such as norepi-
nephrine and epinephrine (also known as noradrenaline and adrenaline).
The activation of the sympathetic nervous system has both central and periph-
eral nervous system modulators and operates through a series of intercon-
nected neurons. The locus coeruleus activates the sympathetic neurons in
the spinal cord, which are distributed to vessels, major organs, glands, and
other parts of the body where they release norepinephrine. Sympathetic neu-
rons also activate the secretion of epinephrine from the adrenal medulla.
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The HPA axis controls the body’s
response to stress and is a complex
interplay of direct interactions. The
HPA axis is composed of:

1. The hypothalamus which
releases AVP and CRH to the
pituitary gland

2. The pituitary gland which
secretes ACTH when
stimulated by AVP and CRH

3. The adrenal cortex which
secretes glucocorticoids
(cortisol) when stimulated by
ACTH
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The SAM axis mediates a rapid response to stress through
interconnected neurons and regulates autonomic functions in
multiple organ systems. The SAM axis is composed of:

1. The sympathetic neurons which release epinephrine and
norepinephrine and activate the body’s “fight or flight”
response

2. The parasympathetic neurons which withdraw the activity
of the sympathetic neurons and promote the body’s “rest
and digest” response

3. The adrenal medulla which when triggered by the
sympathetic neurons secretes circulating epinephrine and
activate the body’s “fight or flight” response

Fig. 3. Stress response pathway. HPA axis, hypothalamic-pituitary-adrenal axis; SAM axis,
sympathoadrenomedullary axis; AVP, arginine vasopressin; CRH, corticotropin-releasing hor-
mone; ACTH, adrenocorticotropin hormone.

Circulating norepinephrine and epinephrine activate the fight-or-flight response
to promote redirection and availability of blood, oxygen, and energy to vital
organs, through the activation of simultaneous physiologic changes [33,34].
These changes can be described as follows:

¢ Blood circulation: Constriction of the blood vessels, and increase in the force of
cardiac contraction to push blood to the brain, muscles, heart, and other vital
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Table 3
Stress-induced hormones

Hormone Source Description
CRH Hypothalamus Principal regulator of the pituitary-
adrenal axis: targets the anterior
pituitary
AVP Hypothalamus and posterior Targets the anterior pituitary and
pituitary gland regulates body’s homeostasis
ACTH Anterior pituitary gland Targets the adrenal corfex fo
secrete ACTH
Norepinephrine  Sympathetic neurons in the brain Activates fight-orflight response
stem (medulla and locus
coeruleus)
Epinephrine Adrenal medulla Activates fight-orflight response
Glucocorticoids ~ Adrenal cortex Final effectors of the HPA axis.

Cortisol is one of the most
abundant human glucocorticoids

Abbreviations: ACTH, adrenocorticotropin hormone; AVP, arginine vasopressin; CRH, corticotropin-
releasing hormone; HPA axis, hypothalamic-pitvitary-adrenal axis.

organs. The effect of these changes is an increase in heart rate, blood pressure,
muscle tone, and alertness.

Respiration: Increase in the respiratory rate and dilation of the small airways in
the lungs to increase the intake of oxygen being shunted to the brain and
stressed organ systems, where it is most needed.

Metabolism: Activation of an intermediate metabolic pathway (gluconeogen-
esis, lipolysis) in order to release stored glucose and fat to be used as an energy
source.

Behavioral adaptive changes of the SAM axis activation include the
following [35,36]:

Increased arousal, alertness, and vigilance

Improved cognition

Focused attention

Euphoria

Enhanced analgesia

Elevations in body temperature

Inhibition of vegetative functions (eg, appetite, feeding, digestion, growth,
reproduction, and immunity)

Finally, detoxification functions are activated to clear the organism of unnec-
essary metabolic and catabolic products [35,36].

Hypothalamic-pituitary-adrenal axis activation. In addition to activating the SAM
axis in response to a stressor, the amygdala and the locus coeruleus also
signal the hypothalamus, inducing activation of the HPA axis [37]. Activa-
tion of the HPA axis during exposure to stressors increases the release of
corticotropin-releasing hormone (CRH) and arginine vasopressin (AVP)
from the hypothalamus to the pituitary gland. In turn, the pituitary gland
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secretes adrenocorticotropin hormone (ACTH) into the bloodstream.
ACTH targets the adrenal cortex, which secretes glucocorticoids.
Glucocorticoids are the final effectors of the HPA axis, with cortisol (or
hydrocortisone) being the most abundant of the human glucocorticoids
[38].

Physiologically normal HPA axis function depends on the balanced activa-
tion of two corticosteroid receptors with opposing effects: mineralocorticoid
and glucocorticoid receptors [36,39].

* Mineralocorticoid receptors are found in the hypothalamus and regulate blood
pressure, the HPA axis circadian rhythm, cerebral glucose availability, and
neuronal responsivity, making the organism ready if a fight-or-flight response is
needed.

* Glucocorticoid receptors are found in the hypothalamus and anterior pitui-
tary and play an important role in the termination of the stress response
through negative feedback inhibition of the secretion of CRH and ACTH. This
negative feedback loop serves to limit the duration of the total tissue expo-
sure of the organism to glucocorticoids, minimizing the effects of these
hormones on biological systems and shutting down the cascade of effects
observed during the response to stress once the organism is no longer
exposed fo the stressor.

Central nervous system activation. 'The SAM and HPA axes also interact with other
major components of the CNS:

* The reward center (mesocorticolimbic system) is important in cognition and
motivation and is a target for substance abuse and drug addiction. This system
is composed of dopaminergic neurons of the ventral tegmental area (VTA),
involved in anticipatory phenomena and cognitive functions, and is widely
implicated in the natural motivational, reinforcement, and reward circuitry of
the brain. The VTA contains neurons that project to numerous areas of the brain,
including the prefrontal cortex [40-42].

* The emotional center (amygdala-hippocampus complex) is important for memory,
decision making, and emotional reactions (especially fear), and it mediates the
retrieval and emotional analysis of relevant information of the stressor [40,43].

* The thermoregulatory center increases the core temperature and mediates the
pyrogenic effects of proinflammatory cytokines, tumor necrosis factor-a, inter-
leukin (IL)-1, and IL-6 [36].

* The appetite-satiety center in the hypothalamus regulates appetite in response to
stress. Acute elevations in CRH concentrations can lead to loss of appetite and
anorexia [44,45]. Fasting enhances CRH secretion [44], inhibits the sympa-
thetic nervous system and activates the parasympathetic nervous system [45].

Once the individual is no longer exposed to the stressor, or is in the presence
of a supportive caregiver and has effective coping mechanisms that help the
body adapt to the stressor, the parasympathetic subdivision of the autonomic
nervous system intervenes to withdraw the activation of the SAM axis, while
cortisol regulates the activation of the HPA axis through negative feedback
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mbhibition of the secretion of CRH and ACTH [28]. In concert, these processes
terminate the stress response and facilitate the return of the body to homeostasis.

Dysregulation of the stress response
The normal physiologic stress response is an adaptive and time-limited process
to maintain the homeostasis necessary for survival [46]. Homeostasis is
achieved through self-regulating properties that biological systems have in place
to maintain the internal stability of key physiologic variables, such as body tem-
perature and energy balance. As part of achieving homeostasis, the organism
activates processes that are essential for successful adaptation to prevent an
overresponse from both the central and the peripheral components of the stress
response. These adaptive processes, known as allostasis, rely on the organism’s
ability to detect external and internal changes and to activate appropriate adap-
tive responses [47]. The time-limited nature of the stress response makes its sys-
temic short-term changes tolerable and useful for the healthy development of
the child’s adaptive stress response [40]. Allostasis becomes adaptive for the or-
ganism in the context of coping with a stressful situation. Conversely if the
exposure to the stressful situation is intense, chronic, or repeated and occurs
during sensitive periods of development and without a buffering factor, it is
associated with a prolonged or frequent and dysregulated activation of these
allostatic processes [48-50] and can become maladaptive and, over time, toxic.
During a chronic (ie, toxic) stress response, the organism may become unable
to regulate the SAM and HPA axes due to a disruption of negative feedback regu-
lation. If the toxic stress response is not buffered, for example, by supporting care-
giving and effective coping mechanisms, the organism may fail to regulate the
stress response. This dysregulation can lead to a prolonged activation of the
SAM and HPA axes and a dysregulation of the release of the stress-induced hor-
mones (eg, cortisol) and catecholamines (eg, epinephrine and norepinephrine).
As a result, the circulating stress-induced hormones and catecholamines may
become chronically excessive or chronically deficient [35,36,39)].

Biological alterations of the stress response

The toxic stress response is particularly concerning for children because the
developing brain is highly plastic and influenced by the environment. The dys-
regulation of the stress response produces significant biological alterations that
can damage brain architecture and impact the nervous, endocrine, and immune
systems, which are highly integrated biological systems, often referred to as the
neuroendocrine immune circuitry [51]. These systems interact reciprocally as
the mediators of the toxic stress response. Prolonged or frequent activation
of the stress response in early childhood reduces neuronal connections in
important areas of the CNS that are key mediators and regulators of the
SAM and HPA axes.

Individuals with altered functioning in the nervous, endocrine, and immune
systems have been found to be at increased risk for developing chronic disorders
[38]. Moreover, epigenetic modifications in childhood play a role in damaging
the systems involved in the future response to adversity in adulthood.
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Nervous system

In the nervous system, prolonged exposure to early life adversity results in
structural and functional alterations in stress-sensitive regions of the brain
such as the hippocampus, the amygdala, and the prefrontal cortex [32,52,53].
These regions are thought to play important roles in the regulation of the
SAM and HPA axes.

* In the prefrontal cortex, chronic exposure to adversities has been shown to
cause reduced prefrontal cortex synaptic plasticity in children and has been
associated with selective prefrontal cortex atrophy in adults.

* In the amygdala, chronic exposure to stress has been linked to increased
amygdala volume in children and atrophy in adults.

* In the hippocampus, prolonged stress exposure has been associated with
reduced hippocampal volume in adults.

Endocrine system

In the endocrine system, prolonged or severe exposure to early life adversity is
associated with changes in hormonal levels consistent with chronic activation of
the HPA axis: increased CRH levels, lower morning cortisol levels, and elevated
afternoon cortisol levels. These changes result in flatter circadian variation and
greater daily secretion of cortisol [54], and overall disruption of the feedback inhi-
bition of cortisol on the HPA axis [55,56]. Over time, HPA axis hyperactivity may
recede, and in severe cases of prolonged and/or intense toxic stress response, the
activity of the HPA axis decreases, to very low or deficient hormonal levels [54].

Immune system
The chronic dysregulation of the HPA axis has profound effects on the im-
mune and inflammatory response, because virtually all the components of
the immune response are influenced by glucocorticoids. The neuroendocrine
immune circuitry interacts through cytokines, chemical signals that play a
key role in regulating both innate and acquired immunity [57] and are essential
to development and metabolism of most body tissues and organ systems [58].
The activation of the sympathetic nervous system during a stress response trig-
gers a sustained elevation in the inflammatory response in the organism by
inducing the secretion of proinflammatory cytokines in the systemic circulation
[59,60]. Proinflammatory cytokines are produced by the immune system to
prevent possible infections and are responsible for the activation of complex
adaptive response known as sickness behavior, which enhances recovery by
conserving energy to combat acute inflammation through the activation of
the thermoregulatory and appetite-satiety centers in the brain [61]. Proinflam-
matory cytokines also interact with the HPA axis during an immune response
[62]. They activate the HPA axis to secrete cortisol and, cortisol participates in
the negative feedback inhibition to shut down the HPA axis and the inflamma-
tory response, after the threat is removed [62,63].

The prolonged dysregulation observed during a chronic toxic stress response
mnhibits anti-inflammatory pathways and results in elevation of inflammation
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levels, such as elevated levels of G-reactive protein (CRP) and proinflammatory
cytokines [56,64-66]. In addition, prolonged exposure to stress has been associ-
ated with impaired cell-mediated acquired immunity due to the combined effects
of glucocorticoid and catecholamine suppression of innate and cellular immu-
nity (T cells) and stimulation of humoral immunity (B cells) [67,68].

TOXIC STRESS AND CLINICAL IMPLICATIONS

Alterations to the nervous, endocrine, and immune systems that stem from a
toxic stress response influence multiple organ systems. In adults, these multisys-
temic changes have been linked to an increased risk of developing chronic dis-
orders, such as metabolic syndrome, cardiovascular disease, allergic and atopic
disease, inflammatory diseases, autoimmune diseases, as well as cognitive,
mental, and behavioral disorders.

Multisystemic alterations

The prolonged activation of a toxic stress response is associated with systemic al-
terations because it results in the excessive or deficient secretion of stress-induced
hormones (eg, cortisol), catecholamines (eg, norepinephrine and epinephrine),
and inflammatory factors (eg, proinflammatory cytokines, CRP) [69]. These al-
terations impact biological and behavioral functions across systems, including
those primarily regulated by the nervous, endocrine, and immune systems.

Neurologic, psychiatric, and behavioral alterations

Promising research suggests that cytokines and altered levels of stress-induced
hormones participate in the pathophysiology of developmental, cognitive,
mental, and behavioral disorders in children and adults [70-74]. A dysregula-
tion of the HPA axis is associated with behavioral and cognitive changes in the
prefrontal cortex, amygdala, and hippocampus. In the prefrontal cortex,
chronic exposure to adversities has been shown to cause impairment of execu-
tive functions, such as attention, reasoning, self-regulation (eg, impulse control),
working memory, and problem solving. In the amygdala, chronic stress
response causes alterations in behavioral responses, such as enhanced aware-
ness and responsiveness to potential threats (hypervigilance), an enhanced
response to stimuli that elicit a fear response but have not been previously wit-
nessed (unlearned fear), and learned behavioral responses to predicted threats
(fear conditioning). In the hippocampus, prolonged stress response can cause
behavioral changes such as impaired memory and learning [53].

Early life adversity has also been associated with an increased incidence of
adult psychopathology that is linked to a dysregulated HPA axis function. Ad-
olescents exposed to severe adversity have a greater incidence of suicidal idea-
tion, suicide attempts, and dysthymia. A spectrum of other conditions may also
be associated with increased and prolonged activation of the HPA axis,
including anorexia nervosa, obsessive-compulsive disorder, panic anxiety,
excessive exercise, and chronic active alcoholism [40]. In addition, poor care-
giving quality can have early effects on HPA axis regulation and is suggested
as one of the mechanisms contributing to heightened risk of mental health
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disorders, such as posttraumatic stress disorder, chronic anxiety, melancholic
depression, eating disorders, substance and alcohol abuse, and personality
and conduct disorders [75,76].

Similarly, early adversity is frequently associated with disruption of early
caregiving interactions, which may alter the development and expression of
certain social behaviors. Emerging evidence suggests that failures in regulation
of the HPA axis in young children may play a role in shaping the mesocorti-
colimbic circuits (VIT'A dopaminergic system) involved in processing threat-
ening experiences encountered later in life, which results in a corresponding
labile mesocorticolimbic dopaminergic system and possible dysphoria. These
effects, among others, may be mediated via changes in the release of stress-
induced hormones such as vasopressin and serotonin. Early social experience
can alter concentrations of vasopressin, and serotonin, an essential neurotrans-
mitter for the regulation of emotional and social behaviors, in particular,
aggression. Alterations of the release of serotonin have been reported in hu-
mans exposed to early adversities such as maltreatment [77]. For example, pa-
tients with borderline personality disorder who experienced childhood
maltreatment were found to have altered serotonin activity and increased
aggressive and impulsive behaviors [78].

Finally, HPA axis dysregulation may also be associated with a peripheral
neuroendocrine effect on the gastrointestinal system. In particular, HPA axis
activation induces inhibition of gastric acid secretion and emptying while stim-
ulating colonic motor function. The excessive secretion of CRH due to a hy-
peractive HPA axis may also play a role in the stress-induced colonic
hypermotility of patients with irritable bowel syndrome [40].

Endocrine, metabolic, and reproductive alterations
Research continues to link the effects of HPA axis disruption on the immune
response with the pathogenesis of metabolic disease and an increase of cardiovas-
cular disease risk [79,80]. In particular, the dysregulation of the HPA axis and
the resulting chronically elevated levels of cortisol have been associated with
increased tissue sensitivity to glucocorticoids and chronic activation of the gluco-
corticoid receptors. This chronic and persistent activation is found to be indi-
rectly involved in the pathogenesis of individual components of the metabolic
syndrome: obesity, insulin resistance, glucose intolerance, dyslipidemia, and hy-
pertension. Furthermore, glucocorticoids and epinephrine have direct effects on
the heart and blood vessels, and high levels of these factors have been found
to influence vascular function, early atherogenesis, and vascular remodeling
[81-83], increasing the risk for cardiovascular and cerebrovascular diseases.
Thyroid function is also inhibited during stress. Activation of the HPA axis
is associated with decreased production of thyroid-stimulating hormone as well
as inhibition of peripheral conversion of the relatively inactive thyroxine to the
biologically active triiodothyronine. These alterations may be due to the
increased concentrations of CRH-induced glucocorticoids and may result in
subclinical or clinical hypothyroidism [40,84].
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The reproductive system is inhibited at all levels by various components of
the HPA axis. HPA axis activation suppresses the secretion of gonadotropin-
releasing hormone either directly or indirectly. Glucocorticoids also exert an
mhibitory effect on the gonads. During inflammatory stress, for example, the
elevated concentrations of cytokines also result in suppression of reproductive
function [40,84], which may explain the relationship between high levels of
stress and irregularities of the menstrual cycle frequently observed clinically
in adolescents.

Immune and inflammatory alterations

A healthy development of the child’s immune system depends on a series of
essential changes, such as the adaptive immune system response that regulates
the immune response toward humoral (B cells and antibodies) or cellular im-
munity (T cells and T-helper 1 and T-helper 2 response) [85]. Dysregulation
of this adaptive response toward an excessive T-helper 2 cell response early
in life creates life-long immune hyperreactivity, which increases the risk of
developing allergies and asthma [85,86]. Children exposed to early adversity
are more likely to develop or report asthma and have poor control of asthma
symptoms. In addition, children exposed to early adversity are more likely to
have elevated inflammatory markers (eg, cytokines, CRP) and greater inflam-
matory response to stress as adults, increasing the risk of developing inflamma-
tory and autoimmune diseases [87-90].

Over time, a prolonged stress response has also been associated with
impaired cell-mediated acquired immunity due to the combined effects of glu-
cocorticoids and catecholamines, which cause suppression of innate and
cellular immunity [67,68]. The effects of stress-related immunosuppression
facilitate diseases related to deficiency of the humoral and cellular immune re-
sponses, such as common cold, tuberculosis, and certain tumors [91]. In addi-
tion to the direct effects of toxic stress, children at highest risk of early
adversity are also more likely to be exposed to environmental toxins, such
as secondhand smoke and environmental pollution, which increase the risk
of developing a hyperreactive immune response [92,93]. Sensitization to these
allergens early in life has been correlated with the development of allergic and
atopic disease [92].

Fig. 4 summarizes the complex interplay of the mechanisms observed during
a chronic toxic stress response and the associated clinical implications.

Genetic factors and epigenetic modifications

The stress response of an individual is determined by multiple factors, many of
which are inherited. Genetic polymorphisms, such as those of stress-induced
hormones, and their receptors and/or regulators, account for much of the
observed variability in the function of the stress response. These polymor-
phisms are an expression of a complex continuum that ranges from extreme
resilience to extreme vulnerability to stress and adversity. Gene-environment
interactions likely reflect genetic moderation of the brain and body functional
response to stress, including early life stress. It is conceivable that these
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genotype-related alterations underlie individual differences in the susceptibility
to develop a toxic stress response.

Additionally, epigenetic regulation in childhood play a role in damaging
the systems involved in the organism’s future response to stress in adult-
hood. Epigenetics is defined as heritable changes in gene activity and expres-
sion that occur without alteration in DNA sequence. These changes are
tightly regulated by 2 major epigenetic modifications: DNA methylation
and histone modifications. Epigenetic regulation typically occur in the cells
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of multiple organ systems, therefore influencing how these structures develop
and function. Data suggest that these chemical modifications are highly
responsive to early adversity. Some genes can only be modified epigeneti-
cally during sensitive periods of development [94-99]. Epigenetic changes
that occur early in life, when these organ systems are still developing, can
have important effects on long-term physical and mental health outcomes
[100]. Therefore, epigenetic regulation caused by a chronically activated
toxic stress response during sensitive periods of development affect how
the systems respond to stress in adulthood and can result in increased risk
of chronic disease.

The brain is particularly sensitive to early life adversity during sensitive pe-
riods of development, which influences how its architecture matures and func-
tions. Exposure to severe and prolonged adversity in childhood can lead to
long-lasting changes in the brain that may impact how the nervous system re-
sponds to future adversity [28]. For example, in animal models and studies with
children in foster care, variations in maternal care soon after birth have demon-
strated the potent role of epigenetic programming in an offspring’s behavioral
and neuroendocrine stress responses [29,76,101]. In animals, stressful experi-
ences soon after birth have been shown to cause epigenetic modifications
that alter the chemical structure of receptors in the brain, which regulates the
activation of the fight-or-flight response. These modifications have been shown
to result in prolonged stress responses [101-103].

In addition, in animals, exposure to strong stressors has been correlated with
epigenetic changes in brain architecture, brain chemistry, and behaviors that
resemble anxiety and depression in humans [104-109]. Human studies have
shown associations between severe adverse experiences in children and
increased risk for later mental illnesses, including generalized anxiety disorder
and major depressive disorder [110-112]. Chronically dysregulated stress re-
sponses can also result in epigenetic alterations that have been associated
with increased risk of other chronic diseases, such as asthma, hypertension,
heart disease, and diabetes [28,110-118].

Conversely, a supportive environment can generate positive epigenetic
changes [119]. Recent research demonstrates that even after epigenetic modifi-
cations, it may still be possible to reverse negative changes and restore normal
physiologic function through positive interactions between child and caregiver
[104,120]. In animals, examples of these positive epigenetic modifications are
the development of cognitive skills, like learning and memory [121]. Interac-
tions between early adversity, genotype, and epigenetic changes are an impor-
tant and promising area of future research in humans, due to their it has direct
implications for developing new interventions to prevent physical and mental
illnesses that are due in part to epigenetic modification.

DISCUSSION

ACEs, including abuse, neglect, household dysfunction, and other early life ad-
versities, have been associated with long-term negative health outcomes. A
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toxic stress response has been implicated as a contributing factor to the devel-
opment of these outcomes. The physiologic response to a stressor is deter-
mined by multiple factors, including the duration and severity of the
exposure; social, biological, and genetic protective factors and vulnerabilities;
and developmental factors. A prolonged stress response can result in the
chronic activation of the neuroendocrine immune systems involved in the
stress response. If exposure to a stressor is time limited or if the individual
has appropriate coping mechanisms, allostatic processes can facilitate an adap-
tive stress response and return the organism to homeostasis. Prolonged or se-
vere exposure to a stressor, however, can cause a dysregulation in the
neuroendocrine immune circuitry, damaging the inhibition feedback and regu-
lation mechanisms and creating a maladaptive, or toxic, stress response. This
toxic stress response may produce an excess or deficiency in stress-induced hor-
mones and neurotransmitters, which, when experienced during sensitive pe-
riods of development in childhood, can become incorporated into the
developing biological systems. This altered availability of hormones and neu-
rotransmitters induces lasting changes that affect multiple organ systems and
functions, including brain architecture, endocrine system regulation, and im-
mune response. The alterations of multiple organ systems, in conjunction
with genetic vulnerability and epigenetic regulation, place an individual at
risk for negative physical, mental, and behavioral health outcomes well into
adulthood.

Despite increased awareness of toxic stress, many limitations restrict current
understanding of the topic and clinical implications for pediatric health.
Because the factors influencing the development of toxic stress and disease
are multifactorial, the field has been challenged in defining the precise connec-
tions between genetic vulnerability to stress, alterations in the molecular and
neuroendocrine immune pathways that modulate the stress response, and
the clinical presentation of these alterations. Further clarification of the role
that toxic stress plays, either as an effect modifier or as part of the causal
pathway for disease, will help practitioners better identify appropriate screening
and treatment modalities and ultimately lead to more effective policies that
address the effects of ACEs. Another limitation is the lack of information on
effective interventions. Evidence from animal models shows that bolstering
the child-caregiver relationship can reverse the effects of adversity at both phys-
iologic and epigenetic levels and improve health outcomes [122,123]. Further
research on the neurobiology of resilience and protective mechanisms for
development is needed to better understand how interventions can both pre-
vent and heal the effects of a toxic stress response.

As researchers work to address the gaps in understanding, policymakers and
practitioners are seeking ways to address the effects of adversity and toxic
stress in diverse settings. The American Academy of Pediatrics has called on
pediatricians to screen for precipitants of toxic stress [124]. Assessing a patient’s
history of early adversity places the mental and social aspects of an individual’s
life firmly into the physical health sphere, enabling medical providers to use the



422 BUCCI, MARQUES, OH, ET AL

biopsychosocial model of health care more effectively. Through this model,
providers can raise awareness among patients of the effects of early adversity
and stress on children’s physical health. Medical providers can also use this pa-
tient history to consider modifications to standard prevention or screening
advice for various medical conditions. In addition, using the biopsychosocial
model of toxic stress to address clinical conditions that are traditionally under-
stood as behavior dependent (eg, obesity) can help shift the stigma of adversity
and improve engagement in treatment options for both children and their
caregivers.

A critical next step for the field is the development of clinical diagnostic
criteria for toxic stress. As the research on toxic stress moves forward, stan-
dardized ways of identifying patients at risk using well-defined risk factors
and/or biomarkers will help better elucidate the public health challenge that
practitioners and policymakers face. Clinical diagnostic criteria will enable re-
searchers, medical practitioners, and policymakers to work together to
inform prevention and treatment of health outcomes associated with early
life adversity. Standardized criteria will also allow for the development of in-
terventions focused on helping children reduce acute physiologic responses to
stressors, develop natural protective mechanisms of resilience and prevent
long-term pathogenic processes from initiating or worsening.

Although the intricacies of the physiologic impact of adversity and toxic stress
are still being mvestigated, the science is clear: early adversity dramatically affects
health across a lifetime. It is critical for practitioners and policymakers to move
forward to prevent, screen, and heal the effects of early adversity and toxic stress.
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Relationship of Childhood Abuse and
Household Dysfunction to Many of the
Leading Causes of Death in Adults

The Adverse Childhood Experiences (ACE) Study
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The relationship of health risk behavior and disease in adulthood to the breadth of
exposure to childhood emotional, physical, or sexual abuse, and household dysfunction

A questionnaire about adverse childhood experiences was mailed to 13,494 adults who had
completed a standardized medical evaluation at a large HMO; 9,508 (70.5%) responded.
Seven categories of adverse childhood experiences were studied: psychological, physical, or
sexual abuse; violence against mother; or living with household members who were
substance abusers, mentally ill or suicidal, or ever imprisoned. The number of categories
of these adverse childhood experiences was then compared to measures of adult risk
behavior, health status, and disease. Logistic regression was used to adjust for effects of
demographic factors on the association between the cumulative number of categories of
childhood exposures (range: 0-7) and risk factors for the leading causes of death in adult

More than half of respondents reported at least one, and one-fourth reported =2
categories of childhood exposures. We found a graded relationship between the number
of categories of childhood exposure and each of the adult health risk behaviors and
diseases that were studied (P < .001). Persons who had experienced four or more
categories of childhood exposure, compared to those who had experienced none, had 4-
to 12-fold increased health risks for alcoholism, drug abuse, depression, and suicide
attempt; a 2- to 4fold increase in smoking, poor self-rated health, =50 sexual intercourse
partners, and sexually transmitted disease; and a 1.4- to 1.6fold increase in physical
inactivity and severe obesity. The number of categories of adverse childhood exposures
showed a graded relationship to the presence of adult diseases including ischemic heart
disease, cancer, chronic lung disease, skeletal fractures, and liver disease. The seven
categories of adverse childhood experiences were strongly interrelated and persons with
multiple categories of childhood exposure were likely to have multiple health risk factors

Background:
during childhood has not previously been described.
Methods:
life.
Results:
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Conclusions:

We found a strong graded relationship between the breadth of exposure to abuse or
household dysfunction during childhood and multiple risk factors for several of the
leading causes of death in adults.
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Introduction

nly recently have medical investigators in pri-
Omary care settings begun to examine associa-

tions between childhood abuse and adult
health risk behaviors and disease.'~® These associations
are important because it is now clear that the leading
causes of morbidity and mortality in the United States®
are related to health behaviors and lifestyle factors;
these factors have been called the “actual” causes of
death.” Insofar as abuse and other potentially

underlie many of the leading causes of death in
adults.5:7-36:37

Methods
Study Setting

The ACE Study is based at Kaiser Permanente’s San
Diego Health Appraisal Clinic. More than 45,000 adults
undergo standardized examinations there each year,
making this clinic one of the nation’s largest free-

standing medical evaluation centers. All en-

damaging childhood experiences contribute > . .

to the development of these risk factors, then See ]rDo.llees m t}zle'K:jllste}f Heaﬁth lPlaIl]_tm tSan

these childhood exposures should be recog- related alif)%? tizes:WzlcS:s ( frereofli)gr msearrflie;s)el;lat l;z

nized as the basic causes of morbidity and Commentary clinic; after enrollment, members are ad-
tality in adult life. ’ ’

mCXI 1“}, 1}r11 acuy 11 " d holoi on pages 354, vised again of its availability through new-
though soclologists and psychologists 356, 361. member literature. Most members obtain

have published numerous articles about the ’

frequency®~12

and long-term consequenc-

es'* 15 of childhood abuse, understanding their rele-
vance to adult medical problems is rudimentary. Fur-
thermore, medical research in this field has limited
relevance to most primary care physicians because it is
focused on adolescent health,'®2° mental health in
adults,?® or on symptoms among patients in specialty
clinics.?*?* Studies of the long-term effects of child-
hood abuse have usually examined single types of abuse,
particularly sexual abuse, and few have assessed the im-
pact of more than one type of abuse.>?*~2® Conditions
such as drug abuse, spousal violence, and criminal activity
in the household may co-occur with specific forms of
abuse that involve children. Without measuring these
household factors as well, long-term influence might be
wrongly attributed solely to single types of abuse and
the cumulative influence of multiple categories of
adverse childhood experiences would not be assessed.
To our knowledge, the relationship of adult health risk
behaviors, health status, and disease states to childhood
abuse and household dysfunction?*=%® has not been
described.

We undertook the Adverse Childhood Experiences
(ACE) Study in a primary care setting to describe the
long-term relationship of childhood experiences to
important medical and public health problems. The
ACE Study is assessing, retrospectively and prospec-
tively, the long-term impact of abuse and household
dysfunction during childhood on the following out-
comes in adults: disease risk factors and incidence,
quality of life, health care utilization, and mortality. In
this initial paper we use baseline data from the study to
provide an overview of the prevalence and interrelation
of exposures to childhood abuse and household dys-
function. We then describe the relationship between
the number of categories of these deleterious child-
hood exposures and risk factors and those diseases that

appointments by self-referral; 20% are re-
ferred by their health care provider. A recent review of
membership and utilization records among Kaiser
members in San Diego continuously enrolled between
1992 and 1995 showed that 81% of those 25 years and
older had been evaluated in the Health Appraisal
Clinic.

Health appraisals include completion of a standard-
ized medical questionnaire that requests demographic
and biopsychosocial information, review of organ sys-
tems, previous medical diagnoses, and family medical
history. A health care provider completes the medical
history, performs a physical examination, and reviews
the results of laboratory tests with the patient.

Survey Methods

The ACE Study protocol was approved by the Institu-
tional Review Boards of the Southern California Per-
manente Medical Group (Kaiser Permanente), the
Emory University School of Medicine, and the Office of
Protection from Research Risks, National Institutes of
Health. All 13,494 Kaiser Health Plan members who
completed standardized medical evaluations at the
Health Appraisal Clinic between August-November of
1995 and January-March of 1996 were eligible to
participate in the ACE Study. Those seen at the clinic
during December were not included because survey
response rates are known to be lower during the
holiday period.*®

In the week after visiting the clinic, and hence
having their standardized medical history already
completed, members were mailed the ACE Study
questionnaire that included questions about child-
hood abuse and exposure to forms of household
dysfunction while growing up. After second mailings
of the questionnaire to persons who did not respond
to the first mailing, the response rate for the survey
was 70.5% (9,508/13,494).
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Survey Wave I--complete
71% response (9,508/13,494)*

All medical evaluations

Mortality

Follow-up

National Death Index

abstracted \

» Morbidity

/(Cohort n=19,000)

Survey Wave IF-completed,
n=15,000 under evaluation

All medical evaluations
abstracted

Hospital Discharge
Outpatient Visits

Emergency Room Visits
Pharmacy Utilization

Figure 1. ACE Study design. *After exclusions, 59.7% of the original wave I sample (8,056,/13,494) were included in this analysis.

A second survey wave of approximately the same
number of patients as the first wave was conducted
between June and October of 1997. The data for the
second survey wave is currently being compiled for
analysis. The methods for the second mail survey wave
were identical to the first survey wave as described
above. The second wave was done to enhance the
precision of future detailed analyses on special topics
and to reduce the time necessary to obtain precise
statistics on follow-up health events. An overview of the
total ACE Study design is provided in Figure 1.

Comparison of
Respondents and Nonrespondents

We abstracted the completed medical evaluation for
every person eligible for the study; this included their
medical history, laboratory results, and physical find-
ings. Respondent (n = 9,508) and nonrespondent
(n = 3,986) groups were similar in their percentages
of women (53.7% and 51.0%, respectively) and in their
mean years of education (14.0 years and 13.6 years,
respectively). Respondents were older than nonrespon-
dents (means 56.1 years and 49.3 years) and more likely
to be white (83.9% vs. 75.3%) although the actual
magnitude of the differences was small.

Respondents and nonrespondents did not differ with
regard to their self-rated health, smoking, other sub-
stance abuse, or the presence of common medical
conditions such as a history of heart attack or stroke,
chronic obstructive lung disease, hypertension, or dia-
betes, or with regard to marital status or current family,
marital, or job-related problems (data not shown). The
health appraisal questionnaire used in the clinic con-

tains a single question about childhood sexual abuse
that reads “As a child were you ever raped or sexually
molested?” Respondents were slightly more likely to
answer affirmatively than nonrespondents (6.1% vs.
5.4%, respectively).

Questionnaire Design

We used questions from published surveys to construct
the ACE Study questionnaire. Questions from the Con-
flicts Tactics Scale® were used to define psychological
and physical abuse during childhood and to define
violence against the respondent’s mother. We adapted
four questions from Wyatt*® to define contact sexual
abuse during childhood. Questions about exposure to
alcohol or drug abuse during childhood were adapted
from the 1988 National Health Interview Survey.*! All
of the questions we used in this study to determine
childhood experiences were introduced with the
phrase “While you were growing up during your first 18
years of life . ..”

Questions about health-related behaviors and health
problems were taken from health surveys such as the
Behavioral Risk Factor Surveys®® and the Third Na-
tional Health and Nutrition Examination Survey,*?
both of which are directed by the Centers for Disease
Control and Prevention. Questions about depression
came from the Diagnostic Interview Schedule of the
National Institute of Mental Health (NIMH).** Other
information for this analysis such as disease history was
obtained from the standardized questionnaire used in
the Health Appraisal Clinic. (A copy of the question-
naires used in this study may be found at wwuw.elsevier.
com/locate/amepre.)
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Table 1. Prevalence of childhood exposure to abuse and household dysfunction

Category of childhood exposure®

Prevalence (%) Prevalence (%)

Abuse by category
Psychological
(Did a parent or other adult in the household . . .)
Often or very often swear at, insult, or put you down?
Often or very often act in a way that made you afraid that
you would be physically hurt?
Physical
(Did a parent or other adult in the household . . .)
Often or very often push, grab, shove, or slap you?
Often or very often hit you so hard that you had marks or
were injured?
Sexual
(Did an adult or person at least 5 years older ever . . .)
Touch or fondle you in a sexual way?
Have you touch their body in a sexual way?
Attempt oral, anal, or vaginal intercourse with you?
Actually have oral, anal, or vaginal intercourse with you?
Household dysfunction by category
Substance abuse
Live with anyone who was a problem drinker or alcoholic?
Live with anyone who used street drugs?
Mental illness
Was a household member depressed or mentally ill?
Did a household member attempt suicide?
Mother treated violently
Was your mother (or stepmother)
Sometimes, often, or very often pushed, grabbed, slapped,
or had something thrown at her?
Sometimes, often, or very often kicked, bitten, hit with a
fist, or hit with something hard?
Ever repeatedly hit over at least a few minutes?
Ever threatened with, or hurt by, a knife or gun?
Criminal behavior in household
Did a household member go to prison?

11.1

10.0
4.8

10.8

4.9
9.6

22.0

25.6

18.8

12.5

6.3

6.6
3.0

3.4
Any category reported

3.4
52.1%

“An exposure to one or more items listed under the set of questions for each category.

Defining Childhood Exposures

We used three categories of childhood abuse: psycho-
logical abuse (2 questions), physical abuse (2 ques-
tions), or contact sexual abuse (4 questions). There
were four categories of exposure to household dysfunc-
tion during childhood: exposure to substance abuse
(defined by 2 questions), mental illness (2 questions),
violent treatment of mother or stepmother (4 ques-
tions), and criminal behavior (1 question) in the house-
hold. Respondents were defined as exposed to a cate-
gory if they responded “yes” to 1 or more of the
questions in that category. The prevalence of positive
responses to the individual questions and the category
prevalences are shown in Table 1.

We used these 7 categories of childhood exposures to
abuse and household dysfunction for our analysis. The
measure of childhood exposure that we used was simply
the sum of the categories with an exposure; thus the
possible number of exposures ranged from 0 (unex-
posed) to 7 (exposed to all categories).

Risk Factors and Disease Conditions Assessed

Using information from both the study questionnaire
and the Health Appraisal Clinic’s questionnaire, we
chose 10 risk factors that contribute to the leading
causes of morbidity and mortality in the United
States.57-3¢-37 The risk factors included smoking, severe
obesity, physical inactivity, depressed mood, suicide
attempts, alcoholism, any drug abuse, parenteral drug
abuse, a high lifetime number of sexual partners
(=50), and a history of having a sexually transmitted
disease.

We also assessed the relationship between childhood
exposures and disease conditions that are among the
leading causes of mortality in the United States.® The
presence of these disease conditions was based upon
medical histories that patients provided in response to
the clinic questionnaire. We included a history of
ischemic heart disease (including heart attack or use of
nitroglycerin for exertional chest pain), any cancer,
stroke, chronic bronchitis, or emphysema (COPD),
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diabetes, hepatitis or jaundice, and any skeletal frac-
tures (as a proxy for risk of unintentional injuries). We
also included responses to the following question about
self-rated health: “Do you consider your physical health
to be excellent, very good, good, fair, or poor?” because
it is strongly predictive of mortality.*>

Definition of Risk Factors

We defined severe obesity as a body mass index (kg/
meter”) =35 based on measured height and weight;
physical inactivity as no participation in recreational
physical activity in the past month; and alcoholism as a
“Yes” response to the question “Have you ever consid-
ered yourself to be an alcoholic?” The other risk factors
that we assessed are self-explanatory.

Exclusions from Analysis

Of the 9,508 survey respondents, we excluded 51
(0.5%) whose race was unstated and 34 (0.4%) whose
educational attainment was not reported. We also ex-
cluded persons who did not respond to certain ques-
tions about adverse childhood experiences. This in-
volved the following exclusions: 125 (1.3%) for
household substance abuse, 181 (1.9%) for mental
illness in the home, 148 (1.6%) for violence against
mother, 7 (0.1%) for imprisonment of a household
member, 109 (1.1%) for childhood psychological
abuse, 44 (0.5%) for childhood physical abuse, and 753
(7.9%) for childhood sexual abuse. After these exclu-
sions, 8,056 of the original 9,508 survey respondents
(59.7% of the original sample of 13,494) remained and
were included in the analysis. Procedures for insuring
that the findings based on complete data were gener-
alizable to the entire sample are described below.

The mean age of the 8,506 persons included in this
analysis was 56.1 years (range: 19-92 years); 52.1% were
women; 79.4% were white. Forty-three percent had
graduated from college; only 6.0% had not graduated
from high school.

Statistical Analysis

We used the Statistical Analysis System (SAS)*® for our
analyses. We used the direct method to age-adjust the
prevalence estimates. Logistic regression analysis was
employed to adjust for the potential confounding ef-
fects of age, sex, race, and educational attainment on
the relationship between the number of childhood
exposures and health problems.

To test for a dose-response relationship to health
problems, we entered the number of childhood expo-
sures as a single ordinal variable (0, 1, 2, 3, 4, 5, 6, 7)
into a separate logistic regression model for each risk
factor or disease condition.

Assessing the Possible Influence of Exclusions

To determine whether our results were influenced by
excluding persons with incomplete information on any
of the categories of childhood exposure, we performed
a separate sensitivity analysis in which we included all
persons with complete demographic information but
assumed that persons with missing information for a
category of childhood exposure did not have an expo-
sure in that category.

Results
Adverse Childhood Exposures

The level of positive responses for the 17 questions
included in the seven categories of childhood exposure
ranged from 3.0% for a respondent’s mother (or
stepmother) having been threatened with or hurt by a
gun or knife to 23.5% for having lived with a problem
drinker or alcoholic (Table 1). The most prevalent of
the 7 categories of childhood exposure was substance
abuse in the household (25.6%); the least prevalent
exposure category was evidence of criminal behavior in
the household (3.4%). More than half of respondents
(52%) experienced =1 category of adverse childhood
exposure; 6.2% reported =4 exposures.

Relationships between
Categories of Childhood Exposure

The probability that persons who were exposed to any
single category of exposure were also exposed to an-
other category is shown in Table 2. The relationship
between single categories of exposure was significant
for all comparisons (P < .001; chi-square). For persons
reporting any single category of exposure, the proba-
bility of exposure to any additional category ranged
from 656%-93% (median: 80%); similarly, the probabil-
ity of =2 additional exposures ranged from 40%-74%
(median: 54.5%).

The number of categories of childhood exposures by
demographic characteristics is shown in Table 3. Statis-
tically, significantly fewer categories of exposure were
found among older persons, white or Asian persons,
and college graduates (P < .001). Because age is
associated with both the childhood exposures as well as
many of the health risk factors and disease outcomes,
all prevalence estimates in the tables are adjusted for
age.

Relationship between
Childhood Exposures and Health Risk Factors

Both the prevalence and risk (adjusted odds ratio)
increased for smoking, severe obesity, physical inactiv-
ity, depressed mood, and suicide attempts as the num-
ber of childhood exposures increased (Table 4). When
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Table 3. Prevalence of categories of adverse childhood exposures by demographic characteristics

Number of categories (%)

Sample size

Characteristic (N) 0 1 2 3 4
Age group (years)
19-34 807 35.4 25.4 17.2 11.0 10.9
35-49 2,063 39.3 25.1 15.6 9.1 10.9
50-64 2,577 46.5 25.2 13.9 7.9 6.6
=65 2,610 60.0 24.5 8.9 4.2 2.4
Gender®
Women 4,197 454 24.0 13.4 8.7 8.5
Men 3,859 53.7 25.8 11.6 5.0 3.9
Race”
White 6,432 49.7 25.3 12.4 6.7 6.0
Black 385 38.8 25.7 16.3 12.3 7.0
Hispanic 431 429 24.9 13.7 7.4 11.2
Asian 508 66.0 19.0 9.9 3.4 1.7
Other 300 41.0 23.5 13.9 9.5 12.1
Education”
No HS diploma 480 56.5 21.5 8.4 6.5 7.2
HS graduate 1,536 51.6 24.5 11.3 7.4 52
Any college 2,541 44.1 25.5 14.8 7.8 7.8
College graduate 3,499 51.4 25.1 12.1 6.1 5.3
All participants 8,056 49.5 24.9 12.5 6.9 6.2

“The number of categories of exposure was simply the sum of each of the seven individual categories that were assessed (see Table 1).

PPrevalence estimates adjusted for age.

Assessment of the Influence of Exclusions

In the sensitivity analysis where missing information for
a category of childhood exposure was considered as no
exposure, the direction and strength of the associations
between the number of childhood exposures and the
risk factors and disease conditions were nearly identical
(data not shown). Thus, the results we present appear
to be unaffected by our decision to exclude persons for
whom information on any category of childhood expo-
sure was incomplete.

Discussion

We found a strong dose response relationship between
the breadth of exposure to abuse or household dysfunc-
tion during childhood and multiple risk factors for
several of the leading causes of death in adults. Disease
conditions including ischemic heart disease, cancer,
chronic lung disease, skeletal fractures, and liver dis-
ease, as well as poor self-rated health also showed a
graded relationship to the breadth of childhood expo-
sures. The findings suggest that the impact of these
adverse childhood experiences on adult health status is
strong and cumulative.

The clear majority of patients in our study who were
exposed to one category of childhood abuse or house-
hold dysfunction were also exposed to at least one
other. Therefore, researchers trying to understand the
long-term health implications of childhood abuse may
benefit from considering a wide range of related ad-
verse childhood exposures. Certain adult health out-

comes may be more strongly related to unique combi-
nations or the intensity of adverse childhood exposures
than to the total breadth of exposure that we used for
our analysis. However, the analysis we present illustrates
the need for an overview of the net effects of a group of
complex interactions on a wide range of health risk
behaviors and diseases.

Several potential limitations need to be considered
when interpreting the results of this study. The data
about adverse childhood experiences are based on
self-report, retrospective, and can only demonstrate
associations between childhood exposures and health
risk behaviors, health status, and diseases in adulthood.
Second, some persons with health risk behaviors or
diseases may have been either more, or less, likely to
report adverse childhood experiences. Each of these
issues potentially limits inferences about causality. Fur-
thermore, disease conditions could be either over- or
under-reported by patients when they complete the
medical questionnaire. In addition, there may be me-
diators of the relationship between childhood experi-
ences and adult health status other than the risk factors
we examined. For example, adverse childhood experi-
ences may affect attitudes and behaviors toward health
and health care, sensitivity to internal sensations, or
physiologic functioning in brain centers and neuro-
transmitter systems. A more complete understanding
of these issues is likely to lead to more effective ways
to address the long-term health problems associated
with childhood abuse and household dysfunction.

However, our estimates of the prevalence of child-
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Table 4. Number of categories of adverse childhood exposure and the adjusted odds of risk factors including current
smoking, severe obesity, physical inactivity, depressed mood, and suicide attempt

Number Sample Adjusted 95%
of size Prevalence odds confidence
Health problem categories ™N)* (%) ratio® interval
Current smoker? 0 3,836 6.8 1.0 Referent
1 2,005 7.9 1.1 ( 0.9-1.4)
2 1,046 10.3 1.5 ( 1.1-1.8)
3 587 13.9 2.0 ( 1.5-2.6)
4 or more 544 16.5 2.2 ( 1.7-2.9)
Total 8,018 8.6 — —
Severe obesity® 0 3,850 5.4 1.0 Referent
(BMI = 35) 1 2,004 7.0 1.1 ( 0.9-14)
2 1,041 9.5 14 ( 1.1-1.9)
3 590 10.3 1.4 ( 1.0-1.9)
4 or more 543 12.0 1.6 (1.2-2.1)
Total 8,028 7.1 — —
No leisure-time 0 3,634 18.4 1.0 Referent
physical activity 1 1,917 22.8 1.2 ( 1.1-1.4)
2 1,006 22.0 1.2 ( 1.0-1.4)
3 559 26.6 1.4 ( 1.1-1.7)
4 or more 523 26.6 1.3 ( 1.1-1.6)
Total 7,639 21.0 — —
Two or more weeks of 0 3,799 14.2 1.0 Referent
depressed mood in
the past year
1 1,984 21.4 1.5 ( 1.3-1.7)
2 1,036 31.5 2.4 ( 2.0-2.8)
3 584 36.2 2.6 ( 2.1-3.2)
4 or more 542 50.7 4.6 ( 3.8-5.6)
Total 7,945 22.0 — —
Ever attempted suicide 0 3,852 1.2 1.0 Referent
1 1,997 2.4 1.8 ( 1.2-2.6)
2 1,048 4.3 3.0 ( 2.0-4.6)
3 587 9.5 6.6 ( 4.5-9.8)
4 or more 544 18.3 12.2 (8.5-17.5)
Total 8,028 3.5 — —

“Sample sizes will vary due to incomplete or missing information about health problems.

PPrevalence estimates are adjusted for age.

“Odds ratios adjusted for age, gender, race, and educational attainment.

YIndicates information recorded in the patient’s chart before the study questionnaire was mailed.

hood exposures are similar to estimates from nationally
representative surveys, indicating that the experiences
of our study participants are comparable to the larger
population of U.S. adults. In our study, 23.5% of
participants reported having grown up with an alcohol
abuser; the 1988 National Health Interview Survey
estimated that 18.1% of adults had lived with an alcohol
abuser during childhood.*! Contact sexual abuse was
reported by 22% of respondents (28% of women and
16% of men) in our study. A national telephone survey
of adults in 1990 using similar criteria for sexual abuse
estimated that 27% of women and 16% of men had
been sexually abused.!'?

There are several reasons to believe that our esti-
mates of the long-term relationship between adverse
childhood experiences and adult health are conserva-
tive. Longitudinal follow-up of adults whose childhood
abuse was well documented has shown that their retro-
spective reports of childhood abuse are likely to under-

estimate actual occurrence.*”* Underestimates of
childhood exposures would result in downwardly bi-
ased estimates of the relationships between childhood
exposures and adult health risk behaviors and dis-
eases. Another potential source of underestimation
of the strength of these relationships is the lower
number of childhood exposures reported by older
persons in our study. This may be an artifact caused
by premature mortality in persons with multiple
adverse childhood exposures; the clustering of mul-
tiple risk factors among persons with multiple child-
hood exposures is consistent with this hypothesis.
Thus, the true relationships between adverse child-
hood exposures and adult health risk behaviors,
health status, and diseases may be even stronger than
those we report.

An essential question posed by our observations is,
“Exactly how are adverse childhood experiences linked
to health risk behaviors and adult diseases?” The link-
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Table 5. Number of categories of adverse childhood exposure and the prevalence and risk (adjusted odds ratio) of health
risk factors including alcohol or drug abuse, high lifetime number of sexual partners, or history of sexually

transmitted disease

Number Sample Adjusted 95%
of size Prevalence odds confidence
Health problem categories N)? (%)* ratio® interval
Considers self an 0 3,841 2.9 1.0 Referent
alcoholic 1 1,993 5.7 2.0 (1.6-2.7)
2 1,042 10.3 4.0 (3.0-5.3)
3 586 11.3 4.9 (3.5-6.8)
4 or more 540 16.1 7.4 (5.4-10.2)
Total 8,002 5.9 — —
Ever used illicit drugs 0 3,856 6.4 1.0 Referent
1 1,998 114 1.7 (1.4-2.0)
2 1,045 19.2 2.9 (2.4-3.6)
3 589 21.5 3.6 (2.8-4.6)
4 or more 541 28.4 4.7 (3.7-6.0)
Total 8,029 11.6 — —
Ever injected drugs 0 3,855 0.3 1.0 Referent
1 1,996 0.5 1.3 (0.6-3.1)
2 1,044 1.4 3.8 (1.8-8.2)
3 587 2.3 7.1 (3.3-15.5)
4 or more 540 3.4 10.3 (4.9-21.4)
Total 8,022 0.8 — —
Had 50 or more 0 3,400 3.0 1.0 Referent
intercourse partners 1 1,812 5.1 1.7 (1.3-2.3)
2 926 6.1 2.3 (1.6-3.2)
3 526 6.3 3.1 (2.0-4.7)
4 or more 474 6.8 3.2 (2.1-5.1)
Total 7,138 4.4 — —
Ever had a sexually 0 3,848 5.6 1.0 Referent
transmitted disease® 1 2,001 8.6 1.4 (1.1-1.7)
2 1,044 10.4 1.5 (1.2-1.9)
3 588 13.1 1.9 (1.4-2.5)
4 or more 542 16.7 2.5 (1.9-3.2)
Total 8023 8.2 — —

“Sample sizes will vary due to incomplete or missing information about health problems.

"Prevalence estimates are adjusted for age.

€Odds ratios adjusted for age, gender, race, and educational attainment.

YIndicates information recorded in the patient’s chart before the study questionnaire was mailed.

ing mechanisms appear to center on behaviors such as
smoking, alcohol or drug abuse, overeating, or sexual
behaviors that may be consciously or unconsciously
used because they have immediate pharmacological or
psychological benefit as coping devices in the face of
the stress of abuse, domestic violence, or other forms of

family and household dysfunction. High levels of expo-
sure to adverse childhood experiences would expect-
edly produce anxiety, anger, and depression in chil-
dren. To the degree that behaviors such as smoking,
alcohol, or drug use are found to be effective as coping
devices, they would tend to be used chronically. For

Table 6. Relationship between number of categories of childhood exposure and number of risk factors for the leading

causes of death®

% with number of risk factors

Sample
Number of categories size 0 1 2 3 4
0 3,861 56 29 10 4 1
1 2,009 42 33 16 6 2
2 1,051 31 33 20 10 4
3 590 24 33 20 13 7
=4 545 14 26 28 17 7
Total 8,056 44 31 15 7 3

“Risk factors include: smoking, severe obesity, physical inactivity, depressed mood, suicide attempt, alcoholism, any drug use, injected drug use,
=50 lifetime sexual partners, and history of a sexually transmitted disease.
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Table 7. Number of categories of adverse childhood exposure and the prevalence and risk (adjusted odds ratio) of heart

attack, cancer, stroke, COPD, and diabetes

Number Sample Adjusted 95%
of size Prevalence odds confidence
Disease condition® categories ™N)* (%) ratio® interval
Ischemic heart disease 0 3,859 3.7 1.0 Referent
1 2,009 3.5 0.9 (0.7-1.3)
2 1,050 3.4 0.9 (0.6-1.4)
3 590 4.6 1.4 (0.8-2.4)
4 or more 545 5.6 2.2 (1.3-3.7)
Total 8,022 3.8 — —
Any cancer 0 3,842 1.9 1.0 Referent
1 1,995 1.9 1.2 (1.0-1.5)
2 1,043 1.9 1.2 (1.0-1.5)
3 588 1.9 1.0 (0.7-1.5)
4 or more 543 1.9 1.9 (1.3-2.7)
Total 8,011 1.9 — —
Stroke 0 3,832 2.6 1.0 Referent
1 1,993 2.4 0.9 (0.7-1.3)
2 1,042 2.0 0.7 (0.4-1.3)
3 588 2.9 1.3 (0.7-2.4)
4 or more 543 4.1 2.4 (1.3-4.3)
Total 7,998 2.6 — —
Chronic bronchitis or 0 3,758 2.8 1.0 Referent
emphysema 1 1,939 4.4 1.6 (1.2-2.1)
2 1,009 4.4 1.6 (1.1-2.3)
3 565 5.7 2.2 (1.4-3.3)
4 or more 512 8.7 3.9 (2.6-5.8)
Total 7,783 4.0 — —
Diabetes 0 3,850 4.3 1.0 Referent
1 2,002 4.1 1.0 (0.7-1.3)
2 1,046 3.9 0.9 (0.6-1.3)
3 587 5.0 1.2 (0.8-1.9)
4 or more 542 5.8 1.6 (1.0-2.5)
Total 8,027 4.3 — —

“Sample sizes will vary due to incomplete or missing information about health problems.

PPrevalence estimates are adjusted for age.

€Odds ratios adjusted for age, gender, race, and educational attainment.

YIndicates information recorded in the patient’s chart before the study questionnaire was mailed.

example, nicotine is recognized as having beneficial
psychoactive effects in terms of regulating affect'? and
persons who are depressed are more likely to
smoke.?*®! Thus, persons exposed to adverse child-
hood experiences may benefit from using drugs such as
nicotine to regulate their mood.*%-52

Consideration of the positive neuroregulatory effects
of health-risk behaviors such as smoking may provide
biobehavioral explanations® for the link between ad-
verse childhood experiences and health risk behaviors
and diseases in adults. In fact, we found that exposure
to higher numbers of categories of adverse childhood
experiences increased the likelihood of smoking by the
age of 14, chronic smoking as adults, and the presence
of smoking-related diseases. Thus, smoking, which is
medically and socially viewed as a “problem” may, from
the perspective of the user, represent an effective
immediate solution that leads to chronic use. Decades
later, when this “solution” manifests as emphysema,
cardiovascular disease, or malignancy, time and the

tendency to ignore psychological issues in the manage-
ment of organic disease make improbable any full
understanding of the original causes of adult disease
(Figure 2). Thus, incomplete understanding of the
possible benefits of health risk behaviors leads them to
be viewed as irrational and having solely negative
consequences.

Because adverse childhood experiences are common
and they have strong long-term associations with adult
health risk behaviors, health status, and diseases, in-
creased attention to primary, secondary, and tertiary
prevention strategies is needed. These strategies in-
clude prevention of the occurrence of adverse child-
hood experiences, preventing the adoption of health
risk behaviors as responses to adverse experiences
during childhood and adolescence, and, finally, help-
ing change the health risk behaviors and ameliorating
the disease burden among adults whose health prob-
lems may represent a long-term consequence of ad-
verse childhood experiences.
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Table 8. Number of categories of adverse childhood exposure and the prevalence and risk (adjusted odds ratio) of skeletal

fracture, hepatitis or jaundice, and poor self-rated health

Number Sample Adjusted 95%
of size Prevalence odds confidence
Disease condition categories ™N)* (%) ratio® interval
Ever had a skeletal 0 3,843 3.6 1.0 Referent
fracture 1 1,998 4.0 1.1 (1.0-1.2)
2 1,048 4.5 1.4 (1.2-1.6)
3 587 4.0 1.2 (1.0-1.4)
4 or more 544 4.8 1.6 (1.3-2.0)
Total 8,020 3.9 — —
Ever had hepatitis or 0 3,846 5.3 1.0 Referent
jaundice 1 2,006 5.5 1.1 (0.9-1.4)
2 1,045 7.7 1.8 (1.4-2.3)
3 590 10.2 1.6 (1.2-2.3)
4 or more 543 10.7 2.4 (1.8-3.3)
Total 8,030 6.5 — —
Fair or poor self-rated 0 3,762 16.3 1.0 Referent
health 1 1,957 17.8 1.2 (1.0-1.4)
2 1,029 19.9 1.4 (1.2-1.7)
3 584 20.3 1.4 (1.1-1.7)
4 or more 527 28.7 2.2 (1.8-2.7)
Total 7,859 18.2 — —

“Sample sizes will vary due to incomplete or missing information about health problems.

PPrevalence estimates are adjusted for age and gender.

€Odds ratios adjusted for age, gender, race, and educational attainment.

YIndicates information recorded in the patient’s chart before the study questionnaire was mailed.

Primary prevention of adverse childhood experi-
ences has proven difficult®®® and will ultimately re-
quire societal changes that improve the quality of family
and household environments during childhood. Recent
research on the long-term benefit of early home visitation
on reducing the prevalence of adverse childhood experi-
ences is promising.’® In fact, preliminary data from the
ACE Study provided the impetus for the Kaiser Health
Plan to provide funding to participate at 4 locations
(including San Diego County, California) in the Com-
monwealth Fund’s “Healthy Steps” program. This pro-
gram extends the traditional practice of pediatrics by
adding one or more specialists in the developmental and
psychosocial dimensions of both childhood and parent-
hood. Through a series of office visits, home visits, and a
telephone advice line for parents, these specialists develop
close relationships between children and their families
from birth to 3 years of age. This approach is consistent
with the recommendation of the U.S. Advisory Board on
Child Abuse and Neglect that a universal home visitation
program for new parents be developed®”*® and provides
an example of a family-based primary prevention effort
that is being explored in a managed care setting. If these
types of approaches can be replicated and implemented
on a large scale, the long-term benefits may include,
somewhat unexpectedly, substantial improvements in
overall adult health.

Secondary prevention of the effects of adverse child-
hood experiences will first require increased recogni-
tion of their occurrence and second, an effective un-

derstanding of the behavioral coping devices that
commonly are adopted to reduce the emotional impact
of these experiences. The improbability of giving up an
immediate “solution” in return for a nebulous long-
term health benefit has thwarted many well-intended
preventive efforts. Although articles in the general
medical literature are alerting the medical community
to the fact that childhood abuse is common,”” adoles-
cent health care is often inadequate in terms of psycho-
social assessment and anticipatory guidance.®® Clearly,
comprehensive strategies are needed to identify and
intervene with children and families who are at risk for
these adverse experiences and their related out-
comes.®! Such strategies should include increased com-
munication between and among those involved in
family practice, internal medicine, nursing, social work,
pediatrics, emergency medicine, and preventive medi-
cine and public health. Improved understanding is also
needed of the effects of childhood exposure to domes-
tic violence.'®%? Additionally, increased physician train-
ing®® is needed to recognize and coordinate the man-
agement of all persons affected by child abuse,
domestic violence, and other forms of family adversity
such as alcohol abuse or mental illness.

In the meantime, tertiary care of adults whose health
problems are related to experiences such as childhood
abuse® will continue to be a difficult challenge. The
relationship between childhood experiences and adult
health status is likely to be overlooked in medical
practice because the time delay between exposure
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Figure 2. Potential influences throughout the lifespan of adverse childhood experiences.

during childhood and recognition of health problems
in adult medical practice is lengthy. Moreover, these
childhood exposures include emotionally sensitive top-
ics such as family alcoholism?®* and sexual abuse.®*
Many physicians may fear that discussions of sexual
violence and other sensitive issues are too personal
even for the doctor-patient relationship.%® For example,
the American Medical Association recommends screen-
ing of women for exposure to violence at every en-
trance to the health system;®® however, such screening
appears to be rare.5” By contrast, women who are asked
about exposure to sexual violence say they consider
such questions to be welcome and germane to routine
medical care,%® which suggests that physicians’ fears
about patient reactions are largely unfounded.
Clearly, further research and training are needed to
help medical and public health practitioners under-
stand how social, emotional, and medical problems are
linked throughout the lifespan (Figure 2). Such re-
search and training would provide physicians with the
confidence and skills to inquire and respond to patients
who acknowledge these types of childhood exposures.
Increased awareness of the frequency and long-term
consequences of adverse childhood experiences may
also lead to improvements in health promotion and
disease prevention programs. The magnitude of the
difficulty of introducing the requisite changes into

medical and public health research, education, and
practice can be offset only by the magnitude of the
implications that these changes have for improving the
health of the nation.

We thank Naomi Howard for her dedication to the ACE Study.
This research is supported by the Centers for Disease Control
and Prevention via cooperative agreement TS-44-10/12 with the
Association of Teachers of Preventive Medicine.
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Ghosts in the Nursery

A Psychoanalytic Approach to the Problems of Impaired
Infant-Mother Relationships

Selma Fraiberg, Edna Adelson, and Vivian Shapiro

In every nursery there are ghosts. They are the visitors from the
unremembered past of the parents; the uninvited guests at the
christening. Under all favorable circumstances the unfriendly and
unbidden spirits are banished from the nursery and return to their
subterranean dwelling place. The baby makes his own imperative
claim upon parental love and, in strict analogy with the fairy tales,
the bonds of love protect the child and his parents against the in-
truders, the malevolent ghosts.

This is not to say that ghosts cannot invent mischief from their
burial places. Even among families where the love bonds are stable
and strong, the intruders from the parental past may break
through the magic circle in an unguarded moment, and a parent
and his child may find themselves reenacting a moment or a scene
from another time with another set of characters. Such events are
unremarkable in the family theater, and neither the child nor his
parents nor their bond is necessarily imperiled by a brief intrusion.
It is not usually necessary for the parents to call upon us for clinical
services.

In still other families there may be more troublesome events in
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the nursery caused by intruders from the past. There are, it ap-
pears, a number of transient ghosts who take up residence in the -
nursery on a selective basis. They appear to do their mischief ac-
cording to a historical or topical agenda, specializing in such areas
as feeding, sleep, toilet training, or discipline, depending upon the
vulnerabilities of the parental past. Under these circumstances,
even when the bonds between parents and child are strong, the
parents may feel helpless before the invasion and may seek profes- ‘
sional guidance. In our own work, we have found that these
parents will form a strong alliance with us to banish the intruders
from the nursery. It is not difficult to find the educational or thera-
peutic means for dealing with the transient invaders.

But how shall we explain another group of families who appear
to be possessed by their ghosts? The intruders from the past have -
taken up residence in the nursery, claiming tradition and rights of -
ownership. They have been present at the christening for two or
more generations. While no one has issued an invitation, the ghosts
take up residence and conduct the rehearsal of the family tragedy
from a tattered script.

In our Infant Mental Health Program we have seen many of
these families and their babies. The baby is already in peril by the
time we meet him, showing the early signs of emotional starvation,
or grave symptoms, or developmental impairment. In each of these
cases, the baby has become a silent partner in a family tragedy. The
baby in these families is burdened by the oppressive past of his -
parents from the moment he enters the world. The parent, it
seems, is condemned to repeat the tragedy of his childhood with
his own baby in terrible and exacting detail. :

These parents may not come to us for professional guidance. -
Ghosts who have established their residence privileges for three or
more generations may not, in fact, be identified as representatives
of the parental past. There may be no readiness on the part of the -
parents to form an alliance with us to protect the baby. More likely
we, and not the ghosts, will appear as the intruders. '

Those of us who have a professional interest in ghosts in the::
nursery do not yet understand the complexities and the paradoxes
in the ghost story. What is it that determines whether the conflicted -
past of the parent will be repeated with his child? Is morbidity in
the parental history the prime determinant? This strikes us as too
simple. Certainly we all know families in which a parental history-
of tragedy, cruelty, and sorrow have not been inflicted upon the
cbhiltcllren. The ghosts do not flood the nursery or erode the love

onds.
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Then, too, we must reflect that, if history predicted with fidelity,
the human family itself would have long ago been drowned in its
own oppressive past. The race improves. And this may be because
the largest number of men and women who have known suffering
find renewal and the healing of childhood pain in the experience
of bringing a child into the world. In the simplest terms—we have
heard it often from parents—the parent says, “I want something
better for my child than I have had.” And he brings something bet-
ter to his child. In this way we have all known young parents who
have suffered poverty, brutality, death, desertion, and sometimes
the full gamut of childhood horrors, who do not inflict their pain
upon their children. History is not destiny, then, and whether par-
enthood becomes flooded with griefs and injuries, or whether par-
enthood becomes a time of renewal cannot be predicted from the
narrative of the parental past. There must be other factors in the
psychological experience of that past which determine repetition in
the present.

In therapeutic work with families on behalf of their babies, we
are all the beneficiaries of Freud’s discoveries before the dawn of
this century. The ghosts, we know, represent the repetition of the
past in the present. We are also the beneficiaries of the method
which Freud developed for recovering the events of the past and
undoing the morbid effects of the past in the present. The babies
themselves, who are often afflicted by the diseases of the parental
past, have been the last to be the beneficiaries of the great discover-
ies of psychoanalysis and developmental psychology. This patient,
who cannot talk, has awaited articulate spokesmen.

During the past three decades, a number of psychoanalysts and
developmental psychologists have been speaking for the babies.
What the babies have been telling us is sobering news, indeed. This
story you already know, and I shall not attempt to summarize the
vast literature which has emerged from our studies of infancy.

In our own work at the Child Development Project, we have
become well acquainted with the ghosts in the nursery. The brief
intruders, which we have described, or the unwelcome ghosts who
take up temporary residence, do not present extraordinary prob-
lems to the clinician. The parents themselves become our allies in
banishing the ghosts. It is the third group, the ghosts who invade
the nursery and take up residence, who present the gravest thera-
peutic problems for us.

How is it that the ghosts of the parental past can invade the nur-
sery with such insistency and ownership, claiming their rights
above the baby’s own rights? This question is at the center of our
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work. The answers are emerging for us, and in the closing section
of this essay we shall return to the question and offer a hypothesis
derived from clinical experience.

In this paper, we shall describe our clinical study and treatment

through two of the many imperiled babies who have come to us. As-

our work progressed, our families and their babies opened doors

to us which illuminated the past and the present. Our psychoana- -

lytic knowledge opened pathways into understanding the repeti-

tion of the past in the present. The methods of treatment which we

developed brought together psychoanalysis, developmental psy-
chology, and social work in ways that will be illustrated. The re-.

wards for the babies, for the families, and for us have been very-

large.

In our collaborative work, Edna Adelson, staff psychologist, was-
the therapist for Mary and her family, Vivian Shapiro, staff social.
worker, was therapist for Greg and his family, and Selma Fraiberg-

served as case supervisor and psychoanalytic consultant. -I

MAaRry

Mary, who came to us at 5% months, was the first baby referred to
our new Infant Mental Health Program. Her mother, Mrs. March,
had appeared at an adoption agency some weeks earlier. She
wanted to surrender her baby for adoption. But adoption plans
could not proceed because Mr. March would not give his consent:
Mary’s mother was described as “a rejecting mother.” ’

Now, of course, nobody loves a rejecting mother, in our commu- -

nity or any other, and Mary and her family might at this point have
disappeared into the anonymity of a metropolitan community, per-

haps to surface once again when tragedy struck. But chance:

brought the family to one of the psychiatric clinics of our Univer
sity. The psychiatric evaluation of Mrs. March revealed a severe.
depression, an attempted suicide through aspirin, a woman so tor-
mented that she could barely go about the ordinary tasks of living.:
The “rejecting mother” was now seen as a depressed mother. Psy--
chiatric treatment was recommended at a clinical staffing. And
then one of the clinical team members said, “But what about the
baby?” Our new Infant Mental Health Program had been an-
nounced and scheduled for opening the following day. There was:
a phone call to us and we agreed to provide immediate evaluation:
of the baby and to consider treatment. ’
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Early Observations

From the time Mary was first seen by us, we had reason for grave
concern. At 5% months she bore all the stigmata of the child who
has spent the better part of her life in a crib with little more than
obligatory care. She was adequately nourished and physically cared
for, but the back of her head was bald. She showed little interest in
her surround, she was listless, too quiet. She seemed to have only a
tenuous connection with her mother. She rarely smiled. She did
not spontaneously approach her mother through eye contact or
gestures of reach. There were few spontaneous vocalizations. In
moments of discomfort or anxiety she did not turn to her mother.
In our developmental testing she failed nearly all the personal-
social items on the Bayley scale. At one point in the testing, an
unexpected sound (the Bayley test bell) shattered her threshold of
tolerance, and she collapsed in terror. '

The mother herself seemed locked in some private terror, re-
mote, removed, yet giving us rare glimpses of a capacity for caring.
For weeks we held onto one tiny vignette captured on videotape, in
which the baby made an awkward reach for her mother, and the
mother’s hand spontaneously reached toward the baby. The hands
never met each other, but the gesture symbolized for the therapists
a reaching out toward each other, and we clung to this symbolic
hope.

There is a moment at the beginning of every case when some-
thing is revealed that speaks for the essence of the conflict. This
moment appeared in the second session of the work when Mrs.

~ Adelson invited Mary and her mother to our office. By chance it

was a moment captured on videotape, becausg we were taping the
developmental testing session as we customarily do. Mary and her
mother, Mrs. Adelson, and Mrs. Evelyn Atreya, as tester, were
present. . .

Mary begins to cry. It is a hoarse, eerie cry in a baby. Mrs. Atrey}a
discontinues the testing. On tape we see the baby in her mother’s
arms screaming hopelessly; she does not turn to her mother for
comfort. The mother looks distant, self-absorbed. She makes an
absent gesture to comfort the baby, then gives up. She looks away.
The screaming continues for five dreadful minutes on tape. In the
background we hear Mrs. Adelson’s voice, gently encouraging ‘the,
mother. “What do you do to comfort Mary when she cries like this?’
Mrs. March murmurs something inaudible. Mrs. Adelson and Mrs.
Atreya are struggling with their own feelings. They are restraining
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their own wishes to pick up the baby and hold her, to murmur

comforting things to her. If they should yield to their own wish,
they would do the one thing they feel must not be done. For Mrs.
March would then see that another woman could comfort the baby,
and she would be confirmed in her own conviction that she was a
bad mother. It is a dreadful five minutes for the baby, the mother,
and the two psychologists. Mrs. Adelson maintains composure,
speaks sympathetically to Mrs. March. Finally, the visit comes to an
end when Mrs. Adelson suggests that the baby is fatigued and
probably would welcome her own home and her crib, and mother

and baby are helped to close the visit with plans for a third visit

very soon.

As we watched this tape later in a staff session, we said to each

other incredulously, “It’s as if this mother doesn’t hear her baby’s
cries!” This led us to the key diagnostic question: “Why doesn’t this
mother hear her baby’s cries?”

The Mother’s Story

Mrs. March was herself an abandoned child. Her mother suffered :

a postpartum psychosis shortly after the birth of Mrs. March and

her twin brother. In an attempted suicide, she had shattered part

of her face with a gun and was horribly mutilated for life. She had
then spent nearly all of the rest of her life in a hospital and was
barely known to her children. For five years Mrs. March was cared
for by an aunt. When the aunt could no longer care for her, she
was shifted to the house of the maternal grandmother, where she
received grudging care from the burdened, impoverished old
woman. Mrs. March’s father was in and out of the family picture.
We did not hear much about him until later in the treatment.

It was a story of bleak rural poverty, sinister family secrets, psy-
chosis, crime, a tradition of promiscuity in the women, of filth and

disorder in the home, and of police and protective agencies in the -

background making futile uplifting gestures. Mrs. March was the
cast-out child of a cast-out family.

In late adolescence, Mrs. March met and married her husband,
who came from poverty and family disorder not unlike her own.
But he wanted something better for himself than his family had
had. He became the first member of his family to fight his way out
of the cycle of futility, to find steady work, to establish a decent
home. When these two neglected and solitary young people found.
each other, there was mutual consent that they wanted something

better than what they had known. But now, after several years of

effort, the downward spiral had begun.
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There was a very high likelihood that Mary was not her father’s
child. Mrs. March had had a brief affair with another man. Her
guilt over the affair, her doubts about Mary’s paternity, became an
obsessive theme in her story. In a kind of litany of griefs that we
were to hear over and over again, there was one theme: “People
stared at Mary,” she thought. “They stared at her and knew that
her father was not her father. They knew that her mother had
ruined her life.”

Mr. March, who began to appear to us as the stronger parent,
was not obsessed with Mary’s paternity. He was convinced that he
was Mary’s father. And anyway, he loved Mary and he wanted her.
His wife’s obsession with paternity brought about shouting quarrels
in the home. “Forget it!” said Mr. March. “Stop talking about it!
And take care of Mary!” '

In the families of both mother and father illegitimacy carried no
stigma. In the case of Mrs. March’s clan, the promiscuity of their
women over at least three or four generations cast doubt over the
paternity of many of the children. Why was Mrs. March obsessed?
Why the sense of tormenting sin? This pervasive, consuming sense
of sin we thought belonged to childhood, to buried sins, quite pos-
sibly crimes of the imagination. On several occasions in reading the
clinical reports, we had the strong impression that Mary was the
sinful child of an incestuous fantasy. But if we were right, we
thought to ourselves, how could we possibly reach this in our once-
a-week psychotherapy?

Treatment: The Emergency Phase

How shall we begin?> We should remember that Mary and Mrs.
March were our first patients. We did not have treatment models
available to us. In fact, it was our task in this first Infant Mental
Health Program to develop methods in the course of the work. It
made sense, of course, to begin with a familiar model in xyhlch our
resident in psychiatry, Dr. Zinn, works with the mother in weekly
or twice-weekly psychotherapy, and the psychologist, Mrs. Adelson,
provides support and developmental guidance on behalf of the
baby through home visits. But within the first sessions, we saw that
Mrs. March was taking flight from Dr. Zinn and psychiatric treat-
ment. The situation in which she was alone with a man brought
forth a phobic dread, and she was reduced to nearly inarticulate
hours or to speaking of trivial concerns. All efforts to reach Mrs.
March, or to touch upon her anxieties or discomfort in this rela-
tionship, led to an impasse. One theme was uttered over and over
again. She did not trust men. But also, we caught glimpses in her
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oblique communications of a terrible secret that she would never
reveal to anyone. She broke appointments more frequently than
she kept them. With much difficulty, Dr. Zinn sustained a rela-
tionship with her. It was nearly a year before we finally heard the
secret and understood the phobic dread that led to this formidable
resistance.

There are no generalizations to be drawn from this experience. *

We have been asked sometimes if women therapists are more ad-
vantaged in working with mothers who have suffered severe ma-
ternal deprivation themselves. Our answer, after nearly two years
of work, is “not necessarily; sometimes not at all.” We have ex-
amples in our work in which the male therapist was specially ad-
vantaged in working with mothers. We tend to assign cases without
overconcern about the sex of the therapist. Mrs. March must be
regarded as an exceptional case.

But now, we were faced with a therapeutic dilemma. Mrs. Adel-
son’s work was to center in the infant-mother relationship through

home visits. Mrs. March needed her own therapist, Dr. Zinn, but a -

morbid dread of men, aroused in the transference, prevented her
from using the psychiatric help available to her. With much time
and patient work In the psychiatric treatment we would hope to
uncover the secret which reduced her to silence and flight in the
transference to Dr. Zinn.

But the baby was in great peril. And the baby could not wait for
the resolution of the mother’s neurosis.

Mrs. Adelson, we soon saw, did not arouse the same morbid anx-
leties in Mrs. March, but her role as the baby-mother therapist, the
home-based psychologist, did not lend itself easily to uncovering
the conflictual elements in the mother’s relationship to the child
and the treatment of the mother’s depression.

Since we had no alternatives, we decided we would use the home
visits for our emergency treatment.

What emerged, then, was a form of “psychotherapy in the
kitchen,” so to speak, which will strike you as both familiar in its
methods and unfamiliar in its setting. The method, a variant of
psychoanalytic psychotherapy, made use of transference, the repe-
tition of the past in the present, and interpretation. Equally impor-
tant, the method included continuous developmental observations
of the baby and a tactful, nondidactic education of the mother in
the recognition of her baby’s needs and her signals.

The setting was the family kitchen or the living room. The pa-
tient who couldn’t talk was always present at the interviews if she
wasn’t napping. The patient who could talk went about her domes-
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tic tasks or diapered or fed the baby. The therapist’s eyes and ears
were attuned to both the nonverbal communications of the baby
and the substance of the mother’s verbal and nonverbal com-
munications. Everything that transpired between mother and baby
was in the purview of the therapist and in the center of the ther-
apy. The dialogue between the mother and the therapist centered
upon present concerns and moved back and forth between the past
and the present, between this mother and child and another child
and her family, in the mother’s past. The method proved itself and
led us, in later cases, to explore the possibilities of the single thera-
pist in the home-based treatment.

We shall now try to summarize the treatment of Mary and her
mother and examine the methods which were employed.

In the early hours of treatment, Mrs. March’s own story
emerged, haltingly, narrated in a distant, sad voice. It was the story
we sketched earlier. As the mother told her story, Mary, our sec-
ond patient, sat propped on the couch, or lay stretched out on a
blanket, and the sad and distant face of the mother was mirrored
in the sad and distant face of the baby. It was a room crowded with
ghosts. The mother’s story of abandonment and neglect was now
being psychologically reenacted with her own baby.

The problem, in the emergency phase of the treatment, was to
get the ghosts out of the baby’s nursery. To do this we would need
to help the mother to see the repetition of the past in the present,
which we all know how to do in an office that is properly furnished
with a desk and a chair or a couch, but we had not yet learned how
to do this in a family living room or a kitchen. The therapeutic
principles would need to be the same, we decided. But in this
emergency phase of the treatment, on behalf of a baby we would
have to find a path into the conflictual elements of the mother’s
neurosis which had direct bearing upon her capacity to mother.
The baby would need to be at the center of treatment for the
emergency period.

We began with the question to ourselves: “Why can’t this mother
hear her baby’s cries?”

The answer to the clinical question is already suggested in the
mother’s story. This is a mother whose own cries have not been
heard. There were, we thought, two crying children in the living
room. The mother’s distant voice, her remoteness and remove we
saw as defenses against grief and intolerable pain. Her terrible
story had been first given factually, without visible suffering, with-
out tears. All that was visible was the sad, empty, hopeless look
upon her face. She had closed the door on the weeping child
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within herself as surely as she had closed the door upon her crying
baby.

This led us to our first clinical hypothesis: “When this mother’s own
cries are heard, she will hear her child’s cries.”

Mrs. Adelson’s work, then, centered upon the development of a
treatment relationship in which trust could be given by a young
woman who had not known trust, and in which trust could lead to
the revelation of the old feelings which closed her off from her
child. As Mrs. March’s story moved back and forth between her
baby, “I can’t love Mary,” and her own childhood, which can be
summarized, “Nobody wanted me,” the therapist opened up
pathways of feeling. Mrs. Adelson listened and put into words the
feelings of Mrs. March as a child. “How hard this must have been.

.. This must have hurt deeply. . . . Of course, you needed your
mother. There was no one to turn to. . . . Yes. Sometimes grown-
ups don’t understand what all this means to a child. You must have
needed to cry. . . . There was no one to hear you.”

The therapist was giving Mrs. March permission to feel and to
remember feelings. It may have been the first time in Mrs. March’s
life that someone had given her this permission. And, gradually, as
we should expect—but within only a few sessions—grief, tears, and
unspeakable anguish for herself as a cast-off child began to
emerge. It was finally a relief to be able to cry, a comfort to feel the
understanding of her therapist. And now, with each session, Mrs.
Adelson witnessed something unbelievable happening between
mother and baby.

You remember that the baby was nearly always in the room in
the midst of this living room-kitchen therapy of ours. If Mary
demanded attention, the mother would rise in the midst of the in-
terview to diaper her or get her a bottle. More often, the baby was
ignored if she did not demand attention. But now, as Mrs. March
began to take the permission to remember her feelings, to cry, and
to feel the comfort and sympathy of Mrs. Adelson, we saw her
make approaches to her baby in the midst of her own outpourings.
She would pick up Mary and hold her, at first distant and self-
absorbed, but holding her. And then, one day, still within the first
mgnth of treatment, Mrs. March, in the midst of an outpouring of
grief, picked up Mary, held her very close, and crooned to her in a
heart-broken voice. And then it happened again, and several times
in the next sessions. An outpouring of old griefs and a gathering of
the baby into her arms. The ghosts in the baby’s nursery were
beginning to leave.
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These were more than transitory gestures toward rap-
prochement with the baby. From all evidence to Mrs. Adelson’s ob-
serving eyes, the mother and the baby were beginning to find each
other. And now that they were coming in touch with each other,
Mrs. Adelson did everything within her capacity as therapist and
developmental psychologist to promote the emerging attachment.
When Mary rewarded her mother with a beautiful and special
smile, Mrs. Adelson commented on it and observed that she, Mrs.
Adelson, did not get such a smile, which was just the way it should
be. That smile belonged to her mother. When a crying Mary began
to seek her mother’s comfort and found relief in her mother’s
arms, Mrs. Adelson spoke for Mary. “It feels so good when mother
knows what you want.” And Mrs. March herself smiled shyly, but
with pride.

These sessions with mother and baby soon took on their own
rhythm. Mr. March was often present for a short time before leav-
ing for work. (Special sessions for him were also worked out on
evenings and Saturdays.) The sessions typically began with Mary in
the room and Mary as the topic of discussion. In a natural, infor-
mal, nondidactic way, Mrs. Adelson would comment with pleasure
on Mary’s development and weave into her comments useful infor-
mation about the needs of babies at 6 months or 7 months, and
how Mary was learning about her world, and how her mother and
father were leading her into these discoveries. Together, the
parents and Mrs. Adelson would watch Mary experiment with a
new toy or a new posture, and with close watching, one could see
how she was finding solutions and moving steadily forward. The
delights of baby watching, which Mrs. Adelson knew, were shared
with Mr. and Mrs. March, and, to our great pleasure, both parents
began to share these delights and to bring in their own observa-
tions of Mary and of her new accomplishments.

During the same session, after Mr. March had left for work, the
talk would move at one point or another back to Mrs. March her-
self, to her present griefs and her childhood griefs. More and more
frequently now, Mrs. Adelson could help Mrs. March see the con-
nections between the past and the present and show Mrs. March
how “without realizing it,” she had brought her sufferings of the
past into her relationship with her own baby.

Within four months Mary became a healthy, more responsive,
often joyful baby. At our 10-month testing, objective assessment
showed her to be age-appropriate in her focused attachment to her
mother, in her preferential smiling and vocalization to mother and
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father, in her seeking of her mother for comfort and safety. She
was at age level on the Bayley mental scale. She was still slow in
motor performance, but within the normal range.

Mrs. March had become a responsive and a proud mother. Yet
our cautious rating of the mother’s own psychological state re-
mained: “depressed.” It was true that Mrs. March was progressing,
and we saw many signs that the depression was no longer pervasive
and constricting, but depression was still there, and, we thought,
still ominous. Much work remained.

What we had achieved, then, in our first four months’ work was
not yet a cure of the mother’s illness, but a form of control of the
disease, in which the pathology which had spread to embrace the
baby was now largely withdrawn from the child; the conflictual ele-
ments of the mother’s neurosis were now identified by the mother
as well as ourselves as “belonging to the past” and “not belonging
to Mary.” The bond between mother and baby had emerged. And
the baby herself was insuring those bonds. For every gesture of
love from her mother, she gave generous rewards of love. Mrs.
March, we thought, may have felt cherished by someone for the
first time in her life.

All this constitutes what we would call “the emergency phase of
the treatment.” Now, in retrospect, we can tell you that it took a
full year beyond this point to bring some resolution to Mrs.
March’s very severe internal conflicts, and there were a number of
problems in mother-child relationships which emerged during that
year, but Mary was out of danger, and even the baby conflicts of
the second year of life were not extraordinary or morbid. Once the
bond had been formed, nearly everything else could find solutions.

Other Conflictual Areas

We shall try to summarize the following months of treatment.
Mary remained the focus of our work. Following the pattern al-
ready established, the therapeutic work moved freely between the
baby and her developmental needs and problems and the mother’s
conflicted past.

One poignant example comes to mind. Mrs. March, in spite of
newfound pleasure and pride in motherhood, could still make cas-
ual and unfeeling plans for baby-sitting. The meaning of separa-
tion and temporary loss to a I-year-old child did not register with
Mrs. March. When she took part-time work at one point (and the
family’s poverty gave some justification for additional income),
Mrs. March made hasty and ill-thought-out sitting arrangements
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for Mary and then was surprised, as was %:Ir. Mgrch, to find that
Mary was sometimes “cranky” and “spoiled and “mean. .

Mbs. Adelson tried in all tactful ways to help the Marches think
about the meaning to Mary of her love for mother and her tempo-
rary loss of mother during the day. She met a blank wall. Both
parents had known shifting and casual relationships with parents
and parent substitutes from their earliest years. The meaning og
separation and loss was buried in memory. Thel‘l" family style o
coping with separation, desertion, or death was, Forggt ab(?ut it.
You get used to it.” Mrs. March could not remember grief or pain

the loss of important persons. _
. Somehow, onci againﬁve were going to have to ﬁqd the affective
links between loss and denial of loss, for the baby in the present,
and loss in the mother’s past. _

The moment came one morning when Mrs. Adelson arrived to
find family disorder: Mary crying at the approach of an old visitor,
parents angry at a baby who was being “just plain stgbbqrn.
Thoughtful inquiries from Mrs. Adelson brought the new infor ma-
tion that Mary had just lost one sitter and started with another.
Mrs. Adelson wondered out loud what this might mean to Mary.
Yesterday she had been left, unexpectedly, in a totally new place
with a strange woman. She felt alone and frightened without her
mother, and did not know what was going to happen. No one
could explain things to her; she was only a baby, with no words to
express her serious problem. Somehow, we would have to find a
way to understand and to help her with her fears and worries.

Mr. March, on his way to work, stopped long enough to listen at-
tentively. Mrs. March was listening, too, and before her husband
Jeft, she asked him to try to get home earlier today so that Mary
would not be too long at the sitter’s. _ )

There followed a moving session in which the mother_ cried, and
the baby cried, and something very important was put nto words.
In a circular and tentative way, Mrs. March began to talk about
Aunt Jane, with whom she had lived during her first five years.
There had not been a letter from Aunt Jane for some months. She
thought Aunt Jane was angry at her. She S\;\ritc_hed to her mother-
in-law, to thoughts of her coldness and rejection of Mrs. March.
Complaints about the sitters, with the theme that one sitter was
angry because Mary cried when her mother left. The the.x'ne was
“rejection” and “loss,” and Mrs. March was searching for it every-
where in the contemporary scene. She cried throughout, but some-
how, even with Mrs. Adelson’s gentle hints, she could not put this
together.
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Then, at one point, Mrs. March left the room, still in tears, and
returned with a family photograph album. She identified the pic-
tures for Mrs. Adelson. Mother, father, Aunt Jane, Aunt Jane’s son
who had been killed in the war. Sorrow for Aunt Jane. Nobody in
the family would let her grieve for her son. “Forget about it,” is
what they said. She spoke about her father’s death and her grand-
father’s death in the recent past.

Many losses, many shocks, just before Mary’s birth, she was say-
ing. And the family always said, “Forget about it.” And then Mrs.
Adelson, listening sympathetically, reminded her that there had
been many other losses, many other shocks for Mrs. March long
ago in her infancy and childhood. The loss of her mother, which
she could not remember, and the loss of Aunt Jane when she was 5
years old. Mrs. Adelson wondered how Mrs. March had felt then,
when she was too young to understand what was happening. Look-
ing at Mary, sitting on her mother’s lap, Mrs. Adelson said, “I
wonder if we could understand how Mary would feel right now if
she suddenly found herself in a new house, not just for an hour or
two with a sitter, but permanently, never to see her mother or fa-
ther again. Mary wouldn’t have any way to understand this; it
would leave her very worried, very upset. I wonder what it was like
for you when you were a little girl.”

Mrs. March listened, deep in thought. A moment later she said,
in an angry and assertive voice, “You can’t just replace one person
with another. . . . You can't stop loving them and thinking about
them. You can't just replace somebody.” She was speaking of her-
self now. Mrs. Adelson agreed, and then gently brought the insight
back on behalf of Mary.

This was the beginning of new insights for Mrs. March. As she
was helped to reexperience loss, grief, the feelings of rejection in
childhood, she could no longer inflict this pain upon her own child.
“I would never want my baby to feel that,” she said with profound
feeling. She was beginning to understand loss and grief. With Mrs.
Adelson’s help, she now began to work out a stable sitter plan for
Mary, with full understanding of the meaning to her child. Mary’s
anxieties began to diminish, and she settled into her new regime.

Finally, too, we learned the dreaded secret which had invaded
the transference to Dr. Zinn and caused her to take flight from
psychiatric treatment. The morbid fear of being alone in the same
room with the doctor, the obsessive sense of sin which had attached
itself to Mary’s doubtful paternity, had given us the strong clinical
impression that Mary was “an incestuous baby,” conceived long ago
in childhood fantasy, made real through the illicit relationship with

Ghosts in the Nursery 401

an out-of-wedlock lover. By this, we meant nothing more than “an
incestuous fantasy,” of course. We were not prepared for the story
that finally emerged. With great shame and suffering, Mrs. March
told Mrs. Adelson in the second year of treatment of her childhood
secrets. Her own father had exhibited himself to her when she was
a child and had approached her and her grandmother in the bed
they shared. Her grandmother had accused her of seducing her el-
derly grandfather. This Mrs. March denied. And her first inter-
course at the age of 11 took place with her cousin, who stood in the
relationship of brother to her, since they shared the same house in
the early years of life. Incest was not fantasy for Mrs. March. And
now we understood the obsessive sense of sin which had attached
itself to Mary and her uncertain paternity.

Mary at 2 Years of Age

During the second year of treatment, Mrs. Adelson continued as
the therapist for Mrs. March. Dr. Zinn had completed his resi-
dency, and Mrs. March’s transference to Iv_h*‘s. Adelson favored
continuity in the work with the mother. William Schafer of our
staff became the guidance worker for Mary. (We no longer have
separate therapists for parent and child, but in this first case we
were still experimenting.) ' o _ .

It is of some considerable interest that in the initial meetings with
Mr. Schafer, Mrs. March was again in mute terror as her morbid
fear of “a man” was revived in transference. But this time Mrs.
March had made large advances in her therapeutic work. The anx-
iety was handled in transference by Mr. Schafer, and brought back
to Mrs. Adelson where it could be placed within the context of the
incestuous material that had emerged in treatment. The anxiety
diminished, and Mrs. March was able to make a strong alliance
with Mr. Schafer. The developmental guidance of the second year
brought further strength and stability to the mother-child rela-
tionship, and we saw Mary continuing her developmental progress
through her second year, even as her mother was working through
very painful material in her own therapy.

Are there residues in Mary’s personality from the early months
of neglect? At the time of this writing, Mary is 2 years old. She is an
attractive child, adequate in all ways for her age, and presents no
extraordinary problems in development. There may be residues
which we cannot detect, or cannot yet detect. But at the present
time they are not discernible to us. Are there depressive tenden-
cies? None that we can discern. When frustrated, for exampi@, she
does not withdraw; she becomes very assertive, which we consider a
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favorable sign. What does remain is a shyness and inhibition of
play, which seems related to temporary increases in mother’s own °

social discomfort, as in new settings, or with strangers.

Mary’s attachment to her mother and father appears to us as ap- -

propriate for her age. In spontaneous doll play, we see a strong
positive identification with her mother and with acts of mothering.
She is a solicitous mother to her dolls, feeding, dressing them with

evident pleasure, murmuring comforting things to them. In her °
recent Bayley testing she threw the test procedures into disorder
when she fell in love with the Bayley doll and could not be per-

suaded to do the next items on the test. She wanted to play with
the doll; she spurned the block items which were next presented
for tower building, and finally compromised on her own terms by
using the blocks to make “a chair” for the doll.

It was in doll play at 1 year, 10 months that Mr. Schafer heard
her speak her first sentence. Her doll was accidentally trapped
behind a door with a spring catch, and Mary could not recover it.
“I want my baby. I want my baby!” she called out in an imperative
voice. It was a very good sentence for a 2-year-old. It was also a
moving statement to all of us who knew Mary’s story. :

For us the story must end here. The family has moved on. Mr.
March begins a new career with very good prospects in a new com-
munity that provides comfortable housing and a warm welcome.
The external circumstances look promising. More important, the
family has grown closer; abandonment is not a central concern.
One of the most hopeful signs was Mrs. March’s steady ability to
handle the stress of the uncertainty that preceded the job choice.
And, as termination approached, she could openly acknowledge
her sadness. Looking ahead, she expressed her wish for Mary: “I
hope that she’ll grow up to be happier than me. I hope that she will
have a better marriage and children who she’ll love.” For herself,
she asked that we remember her as “someone who had changed.”

GREG

Within the first weeks of our new program, we were asked to make
an urgent call and an assessment of Greg, then 3% months old. His
16-year-old mother, Annie, refused to care for him. She avoided
physical contact with the baby; she often forgot to buy milk for
him, and she fed him Kool-Aid and Tang. She turned over the
baby’s care to her 19-year-old husband, Earl.

Annie’s family had been known to social agencies in our commu-
nity for three generations. Delinquency, promiscuity, child abuse,
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neglect, poverty, school failure, psychosis “had brought every
member of the family to our community clinics and courts. Annie
Beyer at 16 now represented the third generation of mothers in
her family who actually or psychologically abandoned their babies.
Annie’s mother had surrendered the care of her children to
others—as did her mother. It was, in fact, Greg’s grandmother,
Annie’s mother, who called our agency for help. She said, “I
don’t want to see what happened to me and my babies happen to
Annie and her baby.” ’

Vivian Shapiro of our staff called for an appointment and made
a home visit immediately. Mother, father, and Greg were present.
Mrs. Shapiro was greeted by a cold and silently hostile adolescent
mother, a sad, bewildered boy who was the father, and a solemn
baby who never once in that hour looked at his mother. Greg was
developmentally adequate for his age, Mrs. Shapiro estimated, and
her impressions were later sustained by our developmental testing.
This spoke for some minimum adequacy in care, and we had good
reason to believe that it was Earl, the father, who was prov1d;ng
most of Greg’s care. At nearly every point in the one-hour session
when Greg required care, Annie summoned her husband or
picked up the baby and gave him to his father. He settled comfort-
ably with his father and, for father, there were smiles.

During most of this session, and for many others that followed,
Annie sat slumped in a chair. She was obese_:, unkempt, a_nd her
face registered no emotion. It was a mask which Mrs. Shapiro was
to see many times, but when Annie brought herself to speak, there
was barely controlled rage in her voice. _ )

She did not want our help. There was nothing wrong with her-
self or her child. She accused her mother of a conspiracy against
her and, in her mind, Mrs. Shapiro was part of the conspiracy. To
win Annie’s trust was to become the most arduous therapeutic task
of those first weeks. To maintain the trust, after it was given, was
equally difficult. It was a great advantage to Mrs. Shapiro, as it has
been for all of us, to have come to this work with broad cllqical ex-
perience with children and adolescents. An adolescent girl who
defies her would-be helpers, who challenges, provokes, tests merci-
lessly, breaks appointments, disappears to another address, will not
cause an experienced social worker to turn a hair. Mrs. Shapiro
could wait to earn Annie’s trust. But there was a baby in peril, and
within only a few visits, we understood how great the peril was.

We began with the question to ourselves, “Why does Annie avoid
touching and holding her baby?” To find the answers, we would
need to know more about Annie than she was willing to give in
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those early hostile hours. And always there was Greg, whose own

needs were imperative, and who could not wait for his teen-age
mother to make the therapeutic alliance which is slow-paced in ad-
olescence. It was surely not ignorance of the needs of babies which

distanced Annie from her child. Doctors and public health nurses
had given wise counsel before we ever met the Beyer family. She

could not use the good advice.
An Hluminating Hour

In the sixth home visit, something of the therapist’s caring for
Annie as a lonely and frightened child came through. Annie began
to speak of herself. It made her angry, she said warily, when her

husband, when people, thought she wasn’t doing enough for her -

baby. She knew she was. Anyway, she said, she had never liked
holding a baby very much—ever since she was a little girl. When
she was little, she had to take care of her younger sister. She would
be given the baby and told to hold her. She much preferred leav-
ing the baby on the couch.

And then, led on by tactful questions, she began to speak of her
childhood. We heard about Annie, as a 9-year-old girl, responsible
for the cleaning, cooking, and care of other siblings—after school
hours. For any negligence in duties, there were beatings from her
stepfather, Mr. Bragg.

Annie spoke of her childhood in a flat, dull voice, with only an
edge of bitterness in it. She remembered everything, in chilling de-
tail. What Annie told the therapist was not a fantasy, and was not
distorted, since the story of Annie’s family was factually recorded
by protective agencies and clinics throughout our community.
There was the mother who periodically deserted her family. There
was the father who died when Annie was 5 years old. And there
was Mr. Bragg, the stepfather, alcoholic, probably psychotic. For
trivial misdemeanors he dragged Annie off to the woodshed and
beat her with a lathe.

When Mrs. Shapiro spoke to the feelings of Annie as a child, of
anger, fear, helplessness, Annie warded off these sympathetic over-
tures. She laughed cynically. She was tough. Her sister Millie and
she got so they would just laugh at the old man when it was over.

In this session, in the midst of Annie’s factual account of child-
hood horrors, Greg began a fretful cry, needing attention. Annie
went to the bedroom, and brought him back with her. For the first
time in six visits, Mrs. Shapiro saw Annie hold Greg closely cud-
dled in her arms.

This was the moment Mrs. Shapiro had been waiting for. It was
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the sign, perhaps, that if Annie could speak of her childhood suf-
ferings, she could move protectively toward her baby. .

The baby clutched his mother’s hair as she bept over_h1m. énnle,
still half in the past and half in the present, said musmgly,“ Once
my stepfather cut my hair to here,” and pointed to her ears. ‘I‘L was
a punishment because I was bad.” When Mrs. Shapiro said, “That
must have been terrible for you!” Anniq, for the first time, ac-
knowledged feelings. “It was terrible. I cried for three days about
it.” .

At this point, Annie began to talk to the baby. She told him he
was smelly and needed to be changed. While Annie was changing
him, Greg seemed to be looking for something to play with. There
was a toy beside him on the couch. It was, of all things, a toy plastic
hammer. Annie picked up the toy hammer and tapped it gent}y,
against the baby’s head. Then she said, “I'm gonna beat you. I'm
gonna beat you!” Her voice was teasing, but Mrs. Shapiro sensed
the ominous intention in these words. And while sull registering, as
therapist, the revealed moment, Mrs. Shapiro heard Annie say to
her baby, “When you grow up, I might kill you.” ‘

It was the close of the session. Mrs. Shapiro said those things that
would quiet the turbulence in Annie, supporting the positive striv-
ings toward motherhood, allying herself with those parts of the ego
of this girl-mother which sought protection against the dangerous
impulses. ‘ .

But this, we knew, as we talked together in an emergency session
back at the office, would not be enough to protect the baby from
his mother. If Annie had to rely upon her therapist as an auxiliary
ego, she would need to have her therapist in constant attendance.

An Emergency Clinical Conference

The question was, how could we help Annie and her baby? We
now knew why Annie was afraid to be close to her baby. She was
afraid of her own destructive feelings toward him. But we had read
these signs from the breakthrough of unconscious impulses in the
tease games with the baby. We could not interpret sadistic impulses
which were not yet conscious to Annie herself. If we cooperated
with the ego to maintain these sadistic impulses in repression,
Annie would have to distance herself from her baby. And the baby
was our patient, too. Our most vulnerable patiept. .

We were attentive to small positive signs in this session. After talk-
ing about her childhood terrors, even though the affect was flat in
the telling, Annie did pick up her baby and hold him closely and
cuddle him. And this was the first time we had seen closeness be-
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tween mother and baby in six sessions. If Annie could remember
and speak of her childhood suffering, could we open pathways
which would free her baby from her own past and enable her to

mother Greg? If Annie could be helped to examine her feelings

toward the baby, if we could elicit the unspeakable thoughts, would
Annie be able to reach out to her baby?

As an exercise in pure theory and method, we were probably on -

the right track in our thinking. The case considerations were
derived from psychoanalytic experience. But this was not a psycho-
analysis. As psychoanalytic consultant, Selma Fraiberg recalls that
she suddenly found herself bereft of all the conditions and the pro-

tections against error which are built into the psychoanalytic situa-

tion.

_First of all, the conditions of this therapy on behalf of a baby and
his adolescent mother made it imperative to move quickly to pro-
tect the baby. Under all normal circumstances in therapy, we be-
lieve In cautious exploration; an assessment of the €go’s capacity to
deal with painful affects, an assessment of the defensive structure
of the patient. As experienced therapists with adolescents, we also
knew that to win the trust of this hostile girl might easily take
months of work. And the baby was in immediate danger.

We were attentive to the defenses against painful affect which we
saw In Annie. She remembered, factually, the experiences of child-
hood abuse. What she did not remember was her suffering. Would
the liberation of affect in therapy increase the likelihood of her act-
ing out toward the baby or would it decrease the risk? After thor-
ough discussion of alternatives, we decided, with much trepidation,
that the chances of acting out toward the baby would be greater if
the anxiety and rage were not elicited in treatment. Selma Fraiberg
recalls: “Speaking for myself, I clung to the belief that it is the
parent who cannot remember his childhood feelings of pain and
anxiety who will need to inflict his pain upon his child. And then I
thought—but what if I am wrong?”

Then we would also be confronted with another therapeutic
problem in this once-a-week psychotherapy. If we worked within
the realm of buried affects, we could predict that the therapist who
conjures up the ghosts will be endowed in transference with the
fearsome attributes of the ghost. We would have to be prepared
for the transference ghosts and meet them squarely every step of
the way.

As we reviewed these conference notes one year later, we were
satisfied that our treatment formulations had stood up well in the
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practical test. We now know, through the progress of our treat-
ment, that the main lines of the work were well considered.

But now, we shall have to take you with us on a detour from the
treatment, which turned out to be as important for the outcome as
the psychotherapeutic plan.

Before any part of this treatment plan could be put into effect,
Annie took flight from the therapist. '

Annie Locks the Door: A Flight from Treatment

You remember that our emergency conference had followed the
critical interview in which Annie began to speak of her childhood
beatings in the sixth session. The seventh session was a home visit
in which a number of Annie’s relatives came to visit, and there was
no opportunity to speak with Annie alone. In the eighth session,
Mrs. Shapiro arranged to speak with both Annie and Earl about
continuing visits and to invite them to raise questions with her
about how we might best be able to help the Beyers. Earl was em-
phatic that he wanted Mrs. Shapiro to continue visiting them. He
said that he felt that Mrs. Shapiro was helping them see things
about Greg's development that they would never have been able to
see themselves. Annie remained silent. When Mrs. Shapiro ad-
dressed herself to Annie’s wishes, Annie said, with some hesitation,
that she would like Mrs. Shapiro to continue to come. She would
like to be able to talk about the baby and about herself.

In this hour, Annie herself picked up the narrative which had
begun in the sixth session. She began, however, by speaking of her
fears that Earl drove too fast, that he might have an accident. A
child needed a father. Greg needed a father. This led her to speak
of her own father, her natural father, with some affection. After
her father died when Annie was 5 years old, nobody ever really
cared for her. There were several men in the household who lived
with Annie’s mother. There were six children, born to four dif-
ferent fathers. Millie was her mother’s favorite. Annie said bitterly,
“They didn’t want me. I didn’t want them. I didn’t need anybody.”
She spoke again of Mr. Bragg and the beatings. At first, she used
to cry, but he wouldn’t stop. Then, later, she would laugh, because
it didn’t hurt anymore. He beat her with a lathe. He would beat
her until the lathe broke.

After her father died, Annie’s mother disappeared. She went to
work in another city, leaving the children with an old woman. To
punish the children, the old woman locked them out of the house.
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She remembered one night when Millie and she were locked out in
the freezing cold and huddled together. Her mother never seemed
to know what was going on. Even when she returned to her family,
she went to work, and even when she wasn’t working, she didn’t
seem to be around.

To all this, Mrs. Shapiro listened with great sympathy. She spoke
of a child’s need for protection. How frightening to a child to have
no one to protect her. How much Annie missed her mother and a
mother’s protection. Perhaps she would be a different kind of
mother to Greg. Would she feel she had to protect him? “Of
course,” Annie replied.

Very gently, Mrs. Shapiro spoke of the deep unhappiness and
loneliness in Annie’s childhood, and how difficult it was to be a
young mother who had missed so much in her own childhood.
Together, Mrs. Shapiro and Annie would talk about these things in
themr future visits.

It was, Mrs. Shapiro felt, a good visit. Clarification of the role of
the therapist, an acknowledgment that Annie and Earl wanted help
for themselves and for their baby. For Annie, the beginning of the
permission to feel along with remembering. A permission that she
was not yet ready to take. But this would come.

Following this visit, Annie refused to see Mrs. Shapiro. There
were numerous broken appointments. Appointments were made,
but Annie was not at home. Or Mrs. Shapiro would arrive at the
door, with all signs of activity in the house, and Annie would refuse
to answer the door. Annie, literally, locked the door against Mrs.
Shapiro.

It 1s no consolation during a period like this to understand the
nature of transference resistance while the patient barricades the
door against the therapist. It is far worse to know that there are
two patients behind the door, and that one of them is a baby.

As the memories of childhood terrors emerged in that last ses-
sion, the original affects must have emerged—not in the treatment
hour, but afterward—and the therapist became the representative
of fears that could not be named. Annie did not remember or ex-
perience her anxiety during the brutal beatings by Mr. Bragg, but
anxiety attached itself to the person of the therapist, and Annie
took flight. Annie did not remember the terror of being locked out
of the house by the woman who cared for her when her mother
deserted the family, and to make sure that she would not remem-
ber, the ghosts and the ego conspired to lock Mrs. Shapiro out of
the house. Annie did not remember the terror of abandonment by
her mother, but she reenacted the experience in transference,
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creating the conditions under which the therapist might have to
abandon her. o

We were, ourselves, nearly helpless. But this is not to say that thf:
psychoanalytic insight was without value. To understand all this
gave us a measure of control in the countertransference. We were
not going to abandon Annie and her baby. We understood the suf-
fering behind the provocative, tough, and insolent adolescent pos-
ture, and could respond to the anxiety and not the defense.

The only thing we lacked was a patient who could benefit from
the insight. And there was the baby who was more imperiled than
his mother. '

During the two-month period in which Mrs. Shapiro was locked
out of the house, reports from grandparents, visiting nurse, and
others increased our alarm. Annie showed phobic symptoms. She
was afraid to be alone in the house. And she was pregnant again.
Greg looked neglected. He was suffering from recurrent upper re-
spiratory illness and was not receiving medical care. The paternal
grandparents were alarmed for Greg and reported to Mrs. Shapiro
that Annie was playing rough games with Greg, swinging him from
his ankles. . B

Our own alarm for Greg brought us to a painful decision. In our
hospital and in our community we are ethically and legally bound
to report cases of neglect and suspected or actual abuse to Protec-
tive Services. In the case when treatment alternatives are rejected
by the family (as in Annie’s case), the report is mandatory. The law
is wise, but in the exercise of our legal responsibility we would
bring still another tragedy to the Beyer family.

This was a critical moment, not only for the family, but for Mrs.
Shapiro and for our entire staff. There is no greater irony for the
clinician than that in which he possesses the knowledge and the
methods to prevent a tragedy and he cannot bring this help to
those who need it. Clinically speaking, the solution to the problf;m
resided in the transference resistance. Exploration of the negative
transference with Annie would prevent further acting out. We all
know how to deal with transference ghosts in an office with a pa-
tient who gives even grudging cooperation with our method. How
do we deal with the negative transference when the patient has
locked herself in a house with her baby and their ghosts and will
not answer the door? _

The considerations for Greg were paramount now. Mrs. Shapiro
wanted to prepare Annie and Earl for the painful alternative which
lay before us, a referral to Protective Services. But Annie refused
to answer the door when Mrs. Shapiro called.
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As a sad alternative, Mrs. Shapiro prepared a letter which was
sent to Annie and Earl and to both sets of grandparents. It was a
letter which spoke of our concern and deep caring for both of the
young parents and for their baby. It cited the many attempts we
had made to reach the family with our help and our continuing
wish to help them. If they felt we could not help them, we would

need to seek help for them elsewhere, and we would request the -

help of Protective Services. A reply was requested within the week.

We learned within a few days of the impact of this letter on
Annie and Earl and the grandparents. Annie cried for the entire
weekend. She was angry at Mrs. Shapiro. She was frightened. But
on Monday she called Mrs. Shapiro. Her voice was exhausted, but
she managed to say that everything in Mrs. Shapiro’s letter was
true. She would see Mrs. Shapiro.

Extended Treatment

This was the beginning of a new relationship between Annie and
Earl and Mrs. Shapiro. Step by step, Mrs. Shapiro dealt with An-
nie’s distrust, her anger toward Mrs. Shapiro and all “helping peo-
ple,” and clarified her own role as a helping person. Mrs. Shapiro
was on the side of Annie and Earl and Greg and wanted to do ev-
erything possible to help them—to find the good things they
wanted and deserved in life, and to give Greg all the things he
needed to become a healthy and happy child.

For Annie, the relationship with Mrs. Shapiro became a new ex-
perience, unlike anything she had known. Mrs. Shapiro began, of
course, by dealing openly with the anger which Annie had felt
toward her and made it safe for Annie to put anger into words. In
a family pattern where anger and murderous rage were fused,
Annie had only been able to deal with anger through flight or
identification with the aggressor. In the family theater, anger to-
ward the mother and desertion by the mother were interlocking
themes. But Annie learned that she could feel anger and acknowl-
edge anger toward her therapist, and her therapist would not retal-
iate and would not abandon her.

It was safe to experience anger in transference to the therapist,
and within this protected relationship the pathways of anger led
back to childhood griefs and terrors. It was not an easy path for
Annie. Yes, she acknowledged in a session soon after Mrs. Shapiro
began visiting again, yes, she had felt bad about the therapist
coming to see her. Yes, she resented her. “But what’s the use of

talking? I always kept things to myself. I want to forget. I don’t
want to think.”
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Mrs. Shapiro, with full sympathy for Annie’s suffering and the
need to forget, discussed with Annie how trying to forget did not
get rid of the feelings or the memories. Annie would only be able
to make peace with her feelings by talking about them to Mrs.
Shapiro. Together, through talking, the therapist would be able to
help Annie feel better. . ) -

In this same session, Annie did not reply in words. But at this
point in the session she picked up Greg and held him very closely,
rocking him in her arms. But the tension within her was transmit-
ted to Greg; she was holding him too tightly and the baby began to
protest. Yet we had seen Annie reach spontaneously for her baby,
and this was a favorable sign. (Her awkwardness was to diminish
over time, and we were later to witness a growing pleasure in phys-
ical intimacy with her baby.) o

In successive sessions, Annie took the permission to speak of her
feelings. The story of childhood privations, of brutality and ne-
glect, began to emerge once again, as if the.na}‘ratlve begun t}\io
months ago could now be resumed. But this time Mrs. Shapiro
knew what had caused Annie to take flight from treatment two
months ago, and her own insight could be employed in a method
which would prevent flight or acting out and would ultimately lead
to resolution. It was not the telling of the tales which had caused
Annie to take flight, but the unspoken affect which had been mamn-
tained in isolation from the memories. Annie, you remember, ha.d
described her stepfather’s beatings with exact and chilling detail,
but the affect was isolated. She laughed cynically throughout that
early session. Somewhere between the factual reporting of beatings
and neglect and the flight from Mrs. Shapiro, affect which had
been maintained in partial repression had emerged and anger,
fear, simple terror sought an object, a name for itself, and the
name was Mrs. Shapiro. .

This time, with the start of treatment, properly speaking, Mrs.
Shapiro elicited affect along with the telling and made it safe to
remember. When the story of childhood horrors emerged now,
Mrs. Shapiro offered her own commentary. “How frightening to a
child. You were only a child then. There was no one to protect you.
Every child has a right to be taken care of and protected.” And
Annie said, with bitterness, “The mother is supposed to protect the
children. My mother didn’t do that.” There was a refrain n these
early hours which appears in the record again anc} again. “I was
hurt. I was hurt. Everyone in my family is violent.” And then an-
other refrain. “I don’t want to hurt anybody. I don’t want to hurt

anybody.” Mrs. Shapiro, listening attentively, said, “I know you
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don’t want to hurt anybody. I know how much you have suffered v.

and how much it hurt. As we talk about your feelings, even though
it is painful to remember, it will be possible to find ways to come to

terms with some of these things and to be the kind of mother you -

want to be.”

Anme,‘ we saw, got both sides of the message. Mrs. Shapiro was

on the side of the ego which defended against the unconscious
wish to hurt and to repeat the hurts with her own child: at the
same ume, Mrs. Shapiro was saying, in effect, “It will be safe with
me to speak of the frightening memories and thoughts, and when
you speak of them, you will no longer need to be afraid of them;
you will have another kind of control over them.” ’
_ Mrs. Shapiro also anticipated with Annie the possibility of nega-
tuve transference feelings that might arise during sessions wh;:%re
painful memories would be revived. Mrs. Shapiro said to Annie, “It
may be that in talking about the past, you will feel angry toward
me, without knowing why. Perhaps you could tell me when this
happens and we can try to understand how your feelings in the
present are connected to memories in the past.”

For Ann]c?, however, it was not easy to tell anyone she was angr
ﬁn-dfshe resisted putting into words her affect, so clearly eviden% i};
s}f; t'il]ce arﬁd l;/})f:ly Iangtgz}ge. Whgn Mrs. Shapiro asked Annie what

ought Mrs. Shapiro might do if Annie became angry with
her, Annie said, “Sometimes I get close to people—then I get mad
When I get mad they leave.” Mrs. Shapiro reassured Annie that
she could accept Annie’s angry feelings and she would not leave
With permission now to express anger, Annie’s rage emerged in
succeeding sessions, often in transference, and very slowly anger
;?‘;;2? the objects of htheApast was reexperienced and put i%to

"Oper perspective so t i y - pr i

pro Iesspcon};{icted o at Annie could relate to her present family

During all of these sessions, Mrs. Shapiro’s watchful eye was
upon Greg, always in the room. Would the rage spill over and
engulf Greg? But once again, as in the case of Mary, we became
witness to extraordinary changes in the young mother’s rela-
tionship to Greg. In the midst of anger and tears, as Annie spoke
of her own oppressive past, she would approach Greg, pick him
up, enclose him in her arms, and murmur comforting’ things to
him. We now know that Annie was no longer afraid of her destruc-
tive feelings toward the baby. The rage belonged to the past, to
other figures. And the protective love toward Greg, which now
began to emerge, spoke for a momentous shift in her identification

with the baby. Where before she was identified with the aggressors
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of her childhood, she now was the protector of her baby, giving
him what had not been given, or rarely given, in her own child-
hood. “Nobody,” said Annie one day, “is ever going to hurt my
child the way I have been hurt.”

Mrs. Shapiro, in her work, moved back and forth between the
story of Annie’s past and the present. She helped Annie see how
fear of the parental figures of her childhood had led her to iden-
tify with their fearsome qualities. As Annie moved toward a protec-
tive relationship with her own baby, Mrs. Shapiro fortified each of
these changes with her own observations. Sometimes, speaking for
Greg, Mrs. Shapiro would say, “Isn’t it good to have a mommy who
knows just what you need?” As Greg himself, now mobile, began to
approach his mother more and more for affection, for comfort, for
company, Mrs. Shapiro drew Annie’s attention to each move. Greg,
she pointed out, was learning to love and trust his mother, and all
of this was due to Annie and her understanding of Greg. Annie
was holding Greg now, cradling him protectively in her arms. We
saw no more “playful” threats of beating and killing, which we had
witnessed months ago. Annie was feeding the baby and using Mrs.
Shapiro’s tactful suggestions in providing the elements of good nu-
trition in the baby’s diet.

In this family without traditions in child rearing, Mrs. Shapiro
often had to be the tactful educator. In Annie’s and Earl's families,
even a 7-month-old baby was regarded as being capable of malice,
revenge, and cunning. If a baby cried, he was “being spiteful.” If
he was persistent, he was “stubborn.” If he refused to comply, he
was “spoiled rotten.” If he couldn’t be comforted, he was “just try-
ing to get someone’s goat.” Mrs. Shapiro always asked the question,
“Why?” Why is he crying, why is he being stubborn, what could it
be? Both parents, perhaps initially surprised by this alien approach
to a baby, began to assimilate Mrs. Shapiro’s education. More and
more, as the weeks and months progressed, we saw the parents
themselves seeking causes, alleviating distress by finding the ante-
cedent conditions. And Greg began to flourish.

This is not to say that within a few months we had undone the
cruel effects of Annie’s own childhood. But we now had access to
this past. When Annie’s voice sometimes became shrill and she
gave brusque treatment to Greg, Annie knew as well as Mrs. Sha-
piro that a ghost from Annie’s childhood had invaded the nursery
again. And together they could find meaning in the mood that had
suddenly overpowered her.

As the baby progressed and Annie’s conflicted past became
sorted out, we began to see one figure emerge in Annie’s childhood
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who stood for protection, tolerance, understanding. This was An-
nie’s natural father, who had died when Annie was 5. In Annie’s’
memory he was kind and fair. He never beat her. He would never
have allowed other people to be cruel to her, if only he had re-:
mained with the family. As she spoke of her own father, love and 3
remembrance of his loss overwhelmed her. Whether Annie’s mem-
ory of her father was exact or not does not matter, of course. What

does matter is that in the chaos and terror of her childhood there

had been one person who gave her a sense of love and protection, .

In searching her past for something good, for some source of

strength, this is what she found, and Mrs. Shapiro kept this good -
memory alive for Annie. We now understood another part of the"

puzzle. When we had first known the Beyer family, you remember,
Annie had not only refused to care for her baby, but she regularly
turned him over to her husband, the baby’s father, for care. All of
this had changed in the intervening months as Annie learned,
through her therapist, how a mother, too, can be a protector to her
child.

Greg himself began to show a strengthening of his bond to his
mother within the early months of work. At 10 months of age, just
before Mrs. Shapiro left for vacation, his behavior toward  his
mother showed selective response and seeking of her, much smil-
ing and seeking contact with her, approaches to mother for com-
fort and for company. But still some fear of mother, we saw, when
her strident voice stopped him in the middle of some trivial mis-
demeanor.

During these months, we should now recall, Annie was pregnant.
She rarely spoke of the coming baby to Mrs. Shapiro. It was as if
the pregnancy was not real to her. There were no fantasies about
the baby. She was fully preoccupied with her own self and with
Greg, who was becoming the center for her.

In July, when Mrs. Shapiro was on vacation, Annie delivered a
still-born child. When Mrs. Shapiro returned, Annie was sad and
burdened with guilt. The death of the baby she thought was a
punishment to her. She had not wanted the baby, and she thought
God did not want a baby to come into the world who would not be
loved. Many hours were spent in putting together the experience
of loss and self-reproach.

It was during this period too that Annie began to understand
with help why she had not been ready for another baby. She was,
indeed, drawing upon all of her impoverished emotional resources
to give care and love to Greg and, in giving, she felt depleted.
Many times we had the impression that she was sustaining herself
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through the warmth and caring of her therapist, borrowing
strength, augmenting the poverty of her own experience 1n ig\re
through the relationship to her therapist. This was always a profes-
sional relationship, of course, but f01_' a girl who had be.en emooi
tionally starved and brutalized, this professional caring an
understanding seemed to be experienced as the giving of love.
The unsatisfied hungers of childhood were persistent ghosts m1
this household. Often, when the thera‘pxst arrived, Annie and Eau}’
were watching television. Their favorite TV shows were the d;]-
dren’s programs and the animated cartoons. This was not for
Greg’s sake, we must assure you, since Greg himself had no interest
in these shows. During the summer of the Watergate hearings,
which were carried on nearly every channel, of course, Mrs. Sha-
piro saw Annie and Earl switch from channel to channel until they
found a program they liked. It was The Jolly Green Glagt. ]
When Mrs. Shapiro brought carefully selected toys for Greg (as
we always do for our children when we know that the parents can-
not provide them), Annie wore a conflicted look on her face. It Qras
envy, Mrs. Shapiro realized, and longm.g. On one occasion, w en
Mrs. Shapiro brought some simple plastic toys for the baby, A,nme
said, in a voice full of feeling, “It’s my birthday next wef;k. I'll be
seventeen.” Mrs. Shapiro understood, of course. Anme wished thflé
present were for her. The therapist, quickly responding, spoke o
Annie’s coming birthday, and her wish that it be a very spe,cml day.
Annie said, “I never had a birthday. I never had a party. I'm plan-
ning to have one for Greg in August. My mother w1H_p)rob.a‘b}l]y
forget my birthday.” (Her mother did forget.) For Annie’s bu} -
day, Mrs. Shapiro brought a small, carefully chosen present ior
nnie.
A OneGreg’s birthday, Mrs. Shapiro brought a toy bus for the blabyCi
Annie opened the package. She was enraptured. She examipe]
each of the little figures, opened the bus door, placed all the little
people on the seats, and only when she had finished playing with it
did she give it to Greg and share her excitement with him.

The Last Ghost, the Most Obstinate One.

The last ghost to leave the nursery was also the first ghost to enter
it. Its name, of course, was “identification with the aggressor.” In
its most formidable aspect this ghost no longer threatened the baby
after the first months of therapeutic work; that is to say, there was
no longer serious danger of abuse of Greg by his mother. Wg ,;a\\i
how the strengthening of the love bonds between Annie }zlm : Ael
baby protected the child from physical abuse. We also saw how An-
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nie’s remembering of her own suffering became a form of protec-
tion to her baby. She would no longer inflict her pain upon her
child.

At the end of the first year of treatment, then, Greg showed fa-
vorable signs of developmental progress and attachment to his
mother. But the ghost still lingered, and we saw it in many forms
that still endangered Greg’s development.

As Greg became active, independent, curious, and mischievous
in his second year, Annie’s repertoire of disciplinary tactics ap-
peared ready-made from the ruins of her childhood. Maternal and
protective and affectionate as she could be when Greg was quiet,
obedient, and “good,” there was a voice for disobedience or ordi-
nary toddler mishaps which was strident, shrill, and of a magnitude
to shatter the eardrums. Greg, at these moments, was frightened,
and Mrs. Shapiro drew Annie’s attention to the baby’s reactions on
many occasions. Then, very quickly it seemed to us, Greg acquired
a defense against the anxiety produced in him by mother’s anger.
He would laugh, giddily, a little hysterically, we thought. This was
of course exactly the defense which his mother had acquired in her
childhood. Greg was 16 months old when we witnessed the appear-
ance of this defense.

Very clearly, an important component of Annie’s defense—iden-
tification with the aggressor—had not yet been dealt with in the
therapy. Annie had not yet fully experienced in therapy her child-
hood anxiety and terror before the dangerous, unpredictable, vio-
lent, and powerful figures of the past. From analytic experience we
knew that the pathogenesis of the defense known as identification
with the aggressor is anxiety and helplessness before the attackers.
To reach this stratum of the defense structure through psychoanal-
ysis is often a formidable task. How shall we reach it through our
once-a-week psychotherapy-in-the-kitchen?

We examined the pathways available to us. Annie’s voice, Mrs.
Shapiro had observed, would shift in a single moment from a natu-
ral conversational voice which was her own to the strident, ear-
shattering voice which seemed to be somebody else’s. But Annie
seemed not aware of this. The alien voice was also incorporated in
her personality. Could we employ the on-the-spot manifestations of
this pathological identification in a two-phase interpretive process?
First, to make the voice ego-alien, identify it; then to interpret it as
a defense against intolerable anxiety and lead Annie to reex-
perience her own childhood sense of terror and helplessness?

There was no difficulty finding the occasion in a home visit. The
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occasion, as it happened, appeared with startling clarity in a visit
shortly after we examined the technical problems in our confer-
en(c.}ieg, 17 months old, was in his high chair, eating his ‘i‘areak’fast.
Mother kept up a stream of admonitions while he ate, Don’t do
that. Don’t drop the food off.” Then suddenly resp(zndlng tl?’ som}(:
trivial mishap in the high chair, Annlq scrqamed, Stop it! 'Bo‘t‘I
Greg and Mrs. Shapiro jumped. Annie said to the theraplst,d
scared you, didn’t 1?” Mrs. Shapiro, recovering from §h05k, e-
cided this was the moment she was waiting for. She said, “Some-
times, Annie, the words and sounds that come out of your m‘ouglg
don’t even sound like you. I wonder who they do sound like:
Annie said immediately, “I know. They sound just hkf my rpothgé“.
My mother used to scare me.” “How fi;d you fqel? Annie sal ;
“How would you feel if you were in with a bull in a china shop:
.. . Besides, I don’t want to talk about that. I've suffered enough.
That’s behind me.” o
But Mrs. Shapiro persisted, gently, and made the crucial in-
terpretation. She said, “I could imagine that as a little girl you
might be so scared, that in order to make yourself 1es}s; scared, yoﬁ
might start talking and sounding like your rglother. Annie sz:ul
again, “I don’t want to talk abo(lft it right now.” But she was deeply
z ted by Mrs. Shapiro’s words. )
rlfglélcle res}é of the h(I)Dur took a curious turn. Annie began to col-
lapse before Mrs. Shapiro’s eyes. Instead of a tough, defiant, ag-
gressive girl, she became a helpless, anxious little girl for the entire
hour. Since she could find no words to speak of the profound anxi-
ety which had emerged in her, she began to speak of everything
she could find in her contemporary life which made her feel
fraid, helpless, alone. ‘
- In this i-)vay, and for many hours to come, Mrs. Shapiro led
Annie back into the experiences of helplessness and terror in her
childhood and moved back and forth, from the present to the past,
in identifying for Annie the ways in which she brought her own e;l{—
periences to her mothering of Greg, how 1dentlﬁsatxon with the
feared people of her childhood was “remembered when she be-
came the frightening mother to Greg. It was a moment for thiflaci
peutic rejoicing when Annie was able to say, “I don’t want my chi
to be afraid of me.” . ’
The work in this area brought about profound changes in Annie
and in her relationship to Greg. Annie herself began to leave be-
hind her tough, street-child manner, and the strident voice was
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muted. As the pathological identification with her own mother
began to dissolve, we saw Annie seeking new models for mothering
and for femininity, some of which were easily identified as at--
tributes of Mrs. Shapiro.

And Greg began to respond to the changed climate of his home.
As we should expect, the fear of mother and the nervous laugh as
a defense against anxiety began to disappear. Since there were, in
fact, strong bonds between mother and baby, there was much that
Annie could now employ in an education of her son without fear.

Mrs. Shapiro enlisted mother as observer of Greg’s attempts to
communicate with her. Concrete suggestions and demonstrations
were offered in a supportive noncritical way. This time, Annie was
able to use the developmental guidance in a less defensive and
more constructive way, working in alliance with the therapist on
behalf of Greg. Within a month of first identifying Greg’s need for
help in language, he began to use language expressively and is now
well within the normal range of the Bayley Scale.

Annie is pregnant again and is expecting her baby in the early
fall. This baby, she tells us, is a wanted baby. Annie is anticipating
the new baby with pleasure and with a new-found confidence in
herself as a mother. She is carefully following medical counsel
throughout the pregnancy. She and Earl have decided that two
children will probably be just right for them. Annie does not think
she has enough love or patience to spread over lots of children.

We don’t know yet whether old ghosts will be present at this
christening. There are positive indications, however, that the bond-
ing process between Annie and this new baby has already begun.
Annie is anticipating what the arrival of this new baby will mean to
her, to Earl, and to Greg. As a young woman and not a fearful and
defiant adolescent, Annie is telling Mrs. Shapiro now that babies
are dependent, that they need a mother at home who will protect
and comfort them, that Greg may be jealous, and that she will have
to find ways to give Greg and Earl and the new baby the attention

and the closeness they need. At the same time, Annie is able to
express her own needs, to her therapist and to her husband. She is
beginning to understand that she, too, can have the warmth and
closeness she wants but has never had. Her relationship with Earl is
also changing. Earl is planning to take two weeks off to be at home
when the new baby arrives, to give help and support to Annie and
the baby.

The bonds between Annie and her new baby are emerging. The
baby will be born at a time when Annie can establish a relationship
unburdened by the ghosts of the past. If we can help ensure the
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bonds between Annie and her baby in the first days and \veéks,-.\-\'e
think the intruding ghosts will depart, as they do in most mﬁuse: ies,
when the child is protected by the magic circle of the family.

Two QUESTIONS—AND A HYPOTHESIS

We began this essay with a question: “What is it, then, tha}t deterc-1
mines whether the conflicted past of the parent will be 1(_epe_attelf
with his child?” Morbidity in the parental history will not in itse '
predict the repetition of the past in the present. The pllgsenc%iot
pathological figures in the parental past will not, in 1tself, Er? c
identification with those figures and the passing on of morbid ex-
i to one’s own children. .
pell;lfglncletf(l)e clinical studies of Mrs. szu’ch a.nd Annie Beyerfar}]ld
from many other cases known to us, in which the ghosts o ta:
parental past take possession of the nursery, we have sgcn a 1p w
tern which is strikingly uniform: these are the parents who, cia_l;i ier,
in the extremity of childhood terror, formed a pathological iden-
tification with the dangerous and assaultive enemies of the egc;.
Yet, if we name this condition in familiar terms, 1de{1Eﬁcafio§ w1mf
the aggressor,” we have not added to the sum of our knowle ge o
this defense. Our literature in this area of defense is sgat se.
Beyond the early writings of Anna Freud, who named and illumi-
nated this defense in the formative period of chlldhood, we do not
yet know from large-scale clinical study the conditions Wh}CE ggv«
ern the choice of this defense against other alternatives, or the dy-
namics which perpetuate an identification with the enemy, so to
Sp(\ff?/};.are on sound grounds clinically and the‘oreticaEly‘if we p.c:lsn
that a form of repression is present in this defense which provi (cizg
motive and energy for repetition. But what is za'that Is re}_)ress? ;
From a number of cases known to us in which 1deiltlﬁ§atlo}1 wit
the aggressor” was explored clinically as a centrle }necl}am:g; natr;
pathological parenting, we can report that memory for the s
of childhood abuse, tyranny, and desertion was available 12 explici
and chilling detail. What was not remembered was the associated affective
e. -~
exp[irlﬁﬁfe remembered her childhood beatings by her stepfvatheli
and she remembered her mother’s desertion. What she did no;
remember was the terror and helplessness in the experience o
being abused and deserted. The ergmal affects had ¥Fdelg011§
repression. When the therapeutic work _revwed the‘se a ecté, arll
when Annie could reexperience them in the safety of her rela-
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tionship to the therapist, she could no longer inflict this pain upon’
her child. Mrs. March could remember rejection, desertion, inces- .

tuous experience in childhood. What she could not remember was

overwhelming anxiety, shame, and worthlessness which had accom- :

panied each of these violations of a child. When anxiety, grief,

shame, self-abasement were recovered and reexperienced in ther.

apy, Mrs. March no longer needed to inflict her own pain and her
childhood sins upon her child. With the reexperiencing of child-
hood suffering along with the memories, each of these young

mothers was able to say, “I would never want that to happen to my -

child.”
These words strike a familiar note. There are many parents who

have themselves lived tormented childhoods who do not inflict

their pain upon their children. These are the parents who say
explicitly, or in effect, “I remember what it was like. . . . I re-
member how afraid I was when my father exploded. . . . I re-
member how I cried when they took me and my sister away to live
in that home. . . . I would never let my child go through what 1
went through.”

For these parents, the pain and suffering have not undergone
total repression. In remembering, they are saved from the blind
repetition of that morbid past. Through remembering they iden-
tify with an injured child (the childhood self), while the parent who
does not remember may find himself in an unconscious alliance
and identification with the fearsome figures of that past. In this
way, the parental past is inflicted upon the child.

The key to our ghost story appears to lie in the fate of affects in
childhood. Our hypothesis is that access to childhood pain becomes
a powerful deterrent against repetition in parenting, while repres-
sion and isolation of painful affect provide the psychological
requirements for identification with the betrayers and the aggres-
sors. The unsolved mystery is why, under conditions of extremity,
in early childhood, some children who later become parents keep
pain alive; they do not make the fateful alliance with the aggressor
which defends the child’s ego against intolerable danger and oblit-
erates the conscious experience of anxiety. We hope to explore
these problems in further study.

The theory posited here, however incomplete, has practical im-
plications for psychotherapy with parents and children in those
families where the ghosts of the parental past have taken up resi-
dence in the nursery. In each case, when our therapy has brought
the parent to remember and reexperience his childhood anxiety
and suffering, the ghosts depart, and the afflicted parents become
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the protectors of their children against the repetition of their own
conflicted past.
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