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Clinico-Pathologic Study of Perinatal Autopsy

Young Jin Kim, M.D., Woon Sup Han, M.D. and Ok Kyung Kim, M.D.

Department of Pathology, Ewha Womans University, College of Medicine

Cruses of stillbirth and early neonatal death have been reported by several authors. Recen-
tly, the incidencesof perinatal death is considerably reduced by the improved antenatal care,
increased hospital deliveries and developed resuscitative measures. However, there are only a
few studies regarding to more accurate causes of perinatal death based on autopsies in
this country.

The author studied a total of 47 cases of stillbirth and 47 cases of neonatal death with
correlation of clinical presentations and pathologic findings of autopsies.

The results of the study were as follows;

1) The incidence of stillbirth was the highest at the gestational age between 32—40 weeks
{20 of 47 casea), and the majority (38 of 47 cases) of neonatal death occurred within 24
hours of life.

2] The cases of body weight under 2,500 gm occupied 58, 5% of stillbirths and 80% of neo-
natal deaths studied in this series.

3) Complications during pregnancies associated with perinatal death were hydramnios
(21.1%), toxemia(15.8%) and cord compression(15 8%).

4) In analysis of causes of perinatal death, the most common cause of death was anoxia
{31.9%). Other causes of death were congenital malformation(20.2%), byaline membrane
disease(17. 0%), congenital syphilis(5. 3%), aspiration pneumonia(5, 3%) and cytomegalic
inclusion disease(2, 25%).

51 There were only 19 cases that were succumbed congenital malformation among 29 cases.

) As congenital tumor, congenital neuroblastoma, placental hemangioma and retroperitoneal
teratoma were present.

7) In histologic examination of 5 cases of congenital syphilis, the spirochetal organisms were
identified n 2 cases by Levaditi staining. All 5 cases showed histologic findings of syphilis
which were lymphoplasmocytic infiltrates with fibrosis of interstitial tissus in the lung, liver,

pancreas, kidney, etc.
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Table 1. Distribution of perinatal death

Gestational weeks Number { % )

20—24 1 -

25~28 G (10, 6)

29~32 B [ 12 8)

Stillbirth 33—~36 14 . 29.7)
37~40 15 ( 32.0)

41—42 { 6.4)

43~ i .4)

Total 47 (100, 0}

Duration of survival Number [ % )

~1 hour 10 (21,3

N | death -1 day 73 { 59.6)
Neonatal dea ~4 davs 7 [ 14.9)
~7 davs 2 { 4.2)

Total 47 { 100, 0)
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Table 2, Distribution of perinatal death by birth weight

Birth weight{gm) Stillbirth Neonatal death Total { % )
999 or less 7 o 9 ( G.6)
1000~1499 i 7 13 ( 13.8)
1500~1999 9 7 16 ( 17.0)
2000~ 2400 6 11 17 (181}
2500~ 2999 11 g 19 ( 20.2)
3000~ 3499 6 ] 11 [ 11.7)
3500~3999 2 6 8 { 8.5)
4000 or more i} 1 1 { 1.1}

Total 47 47 a4 { 100.0)

Table 3. Discribati:}n of pernatal deathby maternal

age

7| 2b 37~—405 Ale] A 474 154 (32%) 2 AFAF ek

— T

S h—

i, tpgo] 33~36FE 14 (29.7%) g, Al4ge}l AF

Maternal age(vear) Number o] A $= B0.9%e o = 38« 7F 40 F 244 7) o]
el Apokabg of (Table 1 #2).
19 or less o
00~ 94 15 (2) MSE 2= :F4948 2T A58 e,
o %0 O4el] £ FAL] Absbgs 2,500 gm v =k2] A 5] Feo)r} 58,
3034 57%% Az shglon, Al4det Abeks 60%7h 2,500 gm
= o) gko] g1 o} (Table 2 242).
40 or more 1 (3) LEAHE BX : L o Teil 4] whiez] T4
o o Avhg 2o 42Y d¥e 94 A¥71UL 25204
g Abmrl 30+ = 1 el (Table 3 32),
Total 94 (4) HUS Wys BES: d4d =E guEe
Table 4. Complcations during paegnacty
An&zitagtum Inﬁiiﬁrtum H?:Inenﬁitlrl Total (e )
Hydramnios 4 3 12 { 21.1)
Toxemia i] 1 9 { 15.8)
Cord compresion 7 — 2 g { 15.8)
Abormal presentation 3 3 - B { 10.5)
Cephalopelvic disproportion - 3 2 4 { 7.0)
Placenta previa - 3 - 3 ( 5.2)
Abruptic placenta 2 1 - 3 { 5.2)
Syphilis f - - B { 10.5)
Cytomegalic inclusion disease 1 - 1 2 { 3.5)
Hepatitis 1 — — 1 ( 1.8
Unterine repture — 1 - 1 ( 1.8
Incompetent internal os of cervix - —_ 1 1 i 1.8)
Total 20 1% 10 57 (100, 0)
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Table 5. Causes of perinatal death

o= o] Abubale of (Table 4 #2),
2) Wa|aH

(1) F&b7| Abre] @Rl F4b7) Abuhg el @ 44
023 LS 3L9% 2 1 wskm, e 4
A4 A1y, 2, A3805, ¥y 2 A4 E
FUAREY Felgdan, ARlel 4L 18, 1%« #7
Heleh A4bd g At 29l A= A9
qb, sjqE-] e, AW, Agetd Feol ST A

Cauges Number( %) o e} (Table 5 AFE).
. (2) AFRFAIZIE Areld|@m : 4isbd 4= ghe 4
Anoxia 30(31.49) " 5
! abal 7] & FEEte] He, 2ok Ade 35 E 2F
Cord compression 1] — .
Prolonged labor : - ApaF 9 Adelael lod, NEE & 0§48 3
- Aftga, LubEF Aahl 2242 25 4L T
Abrnptic placetae 3 — e o
Placenta previa , 7|8 e 28k 4pudo] 14s], Be) 2 of FEE o] Fglrh
Uterine rp ture 1 A4 o} Apukg 3740 24, 2F EAchUekd 2% 4
u f—
’ shol 16612 717 msket.
Others ’ N T 1W 2 & Ae]r}
Apulo apoks 7
Malformation — 19(20.2) *‘E'_zl'ﬁ ?!%ﬂl o % ;:;;ié; A
Undetermined — 17(18.1) S5 A 3} ) ol gml ® :i:
Al T, A ul =
Hwaline membranedizease — 16(17.0) 9all F 7oll 7 EabAlell Abedskad gal % 7ol U 3
o Al Z0] & - T ;
Congenital syphilis - 5( 5.3) Eﬂ‘ii t.ifl b4 - 1 : aﬂﬁ ;i::] nfw& -
Aspiration pneumonia — 5( 5.3) 25 2=l At Aedv
_ . sl A Fol fa] Al 56l 25y Esbaldl A
Congenital cytomegalic
inclusion disease — 2( 2.2) ghel 2o}, Ea=pub Als] 25k 4bub 16 =gl 2
# Apubgl 56 B5= Algo) 4] 7ol Abababy o (Table
Total a4 (100, 0} d
. ] 6 3Ax).
Table 4. Causes of perninatal death by stage of death
Antepartum Intrapartum Neonatal o
Causes ?Icgtah ’ death death Total
Anoxia
Cord compression 7 — 2 q
Prolonged labor — T 2 9
Abruptio placenta o 1 _ 9
Placenta previa _ 3 - 3
Uterine rupture — 1 — 1
Others 2 - 5
Malformation fi 7 19
Undetermined 11 2 4 17
Hyaline mambrane dizease — -— 16 16
Concenital syphilias A — - 4
Aspiration pneumonia — — ] a
Concenital cytomegalic inclusion disease 1 — 1 2
22 37 94

Total 35
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Table 7, Malformtion by organ systems

= = T r—— T —
Organs Malformation Total [ % )
Multiple 11 { 37.8)
Nervous Anencephaly a {10.1)
Meningomyelocele 1 { 3.35)
Hydrocephalus 1 { 3.5

Gastrointestinal Esophagial stresia wit Tracheo-esophagial

Fistula 2 { 6.8)
Imperforated Anus 1 { 3.5)
Biliary atresia 1 { 3.5)
Cadriovascular Tetralogy of Fallot i { 3.5)
Ventricular Septal Defect 1 { 3.5)
Double Qutlet of Right Ventricle 1 { 335
Urogenital Others Bilaterzl renal agenesis 2 { K&
Omphalocele and Diaphragmatic Hernia | { 35)
Congenital Neuroblastoma 1 { 3.5)
Placental Hemangioma 1 { 3.5)
Retroperitoneal Teratoma 1 { 3.5)
Total 20 (100. 0)

(3) PHAHE g A4 FoE 5 Ay £
T2 31, 9% dMeslgdes, Mdqre, Aol gy
sk el sh A A wubEe] Afe] zAEAR ¥
A4 HekH e 2E F49 Ao Y ¥ AvatE
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Zaup oz gk Aubg s 2ale oAy s
A w2 Wl FAl d495E F34 By &
A2 Akt 2k dglon ¥ oo sy
Afte &4 F 64 3huled Agheigan, L ALy
4 ol Abghabgd wul, 1645 60% ol Ale] A 244
b o] =) ,:].%Lilﬁ =9

Aol S &2 Al 53%gos, 2a 9 Wl
Hellell H el 5 A ] ARA] op E Byl 2, Abade) 3]
= el «lgch dA-lFos i apoke] ¥
ot A Al S a, 44 HFEEE 1L 5408m
2%, Adrt Eubade] Abbabed vl Sal Selba e
B o4 azgee] dstga 244 <F@3m
(Saddle nose) & By o], 3¢ 4 5 o348
e, #eA saks =, 3, 44 ¥ Hasy $
B B4 ctEA 22 3G 9 45HE Rem, 3}
Y w4 Fers] 285 FoE B od,
2| el H vfdFe| S gl (Table 8 22),
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Table B, Congenital syphilis

— —

Cases
I I I W V
Clinical
Gestaticnal weeks 30 28 33 36 28
Birth weitht (gm) 0.6 1 2.2 2.0 1.4
STS Reactive: maternal 4 1 1:16 1:64 R
cord R 1:16 1:64 R R
Girose
Desguamantion + + + + +
Saddle nose — — - - +
Hepatosplenomegaly — + i — +
Microscopic
MononuclearInffiltrate + + - + +
Fibrosis + - + + =
Extramedullary Hematopoiesis 1 + +# 4 +
- - + +

Levaditi Stain
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