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Table 1. Laboratory Data

Urinaryses: Bleed. time 6 min.

S.C. 1.050 Clott. time 7 min.

Protein  (+#) E.S.R. in 1 hour 39 mm

Glucose (=) Blood chemistry:
Sediment Na 147mEq/1
R.B.C. 5-6/H.P.F. K 3.8mEq/1
W.B.C. 10-20/H.P.F. Cl 108mEqg/1
Cast (+) ca 3.4mEq/1
Urinary culture (-) BUN 19.5mg/dl
Stools: Creat. 1l.5mg/dl

Occult blood (= uric acid 8.0mg/dl

Parasite & egg (=) Fe 171lug/dl
Peripheral blood: TP, 5.7g9/d1

R.B.C. 482x10" A/G 0.82

HGB 15.9g/d1 b & P 6u

HCT 44.4% GOoT 5lu

Platelet 15.3x10% GPT 29u

Reticulo., 18% LDH 244u

W.B.C. 5800 Al-p. 7.8u
Band 5% T-chol. 429mg/dl
Seg. 71% Phos.-lipid 438mg/dl
Lymph. 20% Trigly. 313mg/dl

Mono. 2% Renal function:
Baso. L} P.S.P. in 15 min. 5.5%
Eosino. 13 total 81l.5%

Cex 40ml/min.
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Fig. 1 Clinical course

Fig. 3 Mild Proliferation of Endothelial and
Masangial Cells (PASX400)
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Table 2. Laboratory Data

Urinalyese: Serological test:
s.G. 1.045 ‘ASLO 80 Todd. u
Protein (#+4) CRP (=)
Glucose =) LE. Test )
Sediment BB -)

R.B.C. 1-2/H.P.F. Blood chemistry:

W.B.C.  5-6/H.P.F. Na 137mEQ/1
cast () K 4.7mEq/1
Urinary culture (-) c1 106mEq/1
stools: ca 4.0mEq/1
Occult blood (+) BUN 19mg/dl
Parasite & egg (-) Creat. 1.3mg/dl
Peripheral blood: Uric acid  9.5mg/al
R.B.C. 427x10* Fe 151ug/dl
HGB 11.7g/d1 T.P. 4.8g/dl
HCT 36.3% A/G 0.7
Platelet 35.9x10* I.I. 5.5u
Reticulo. 26% TTT  2.2u
W.B.C. 8500 27T 6.2u
Band 19% GOT  36u
Seg. 61% GPT  30u
Lymph. 15% LDH 253u
Mono. 5% Al-p. 10.5u
Baso. 0% T-chol. 405mg/dl

Eosino. 0% Phos.-lipid  410mg/dl

Bleed. time 2 min. Trigly. 851lmg/dl
Clott. time 7 min. Renal function:
E.S.R., in 1 hour 16mm P.S.P. in 15 min. 21%

Total 72%

Cer 41ml/min.
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Fig. 2 Clinical course.

Fig. 4 Moderate Proliferation of Endothelial
and Masangial Cells (PASX400)

Bl otz, SRR E LT, &FI0FES D,

HICTRTEHCTH -2, MERE T, E20E
Rz, miECHMLEk, FARE%E232072, REE
M TH -7, HIMEFFRE, SEERFMIZER TH-
72, BHRECRERD Lo, REBHEIZERL
Twiz, MEEBIFFEWICETL, BEEIVWINL
EFHICER L Tz, BHERET, PSPIIXX
KTL, Z2v7F=> - 7L T 7 2EFBICKT
LT, ABREo#E s L Cix, BTARE o)
BEET2 Y, F6H/AICMAL80/140mmHg &
Hic kAL, BROGCEITREE L 52728, HIE38
WICKRBIE (1900g ) WREAEFEEKGHRLZ, %
DEFERIIIERICAEFL 2,
SEEEILEESLL, EELBERLY, 25
DEHRIEFHET 2 -0REZ2L, 27 0—E
BEHOZMOL tEM o7, o1 » AEEL

REATV, WEMEBIE TR, 2T X7 aias k
UCHNEMBEOMmMAZEL , 4% X7 088
DEFELEED 4L, HREBIIBE L, (RRkd 5k
LLTwd, W hOLTRENHBE TH-72, #
Nk, BIBREAT oA FHEIZHEAL, EARESE
SICHR LT

Z E S

HAREIR AR ESIZ2 , HIRPHEIES A) Mgt
IRELE, B) RAEIRTFERE, C) BEiE+ S
fE, D) MIRPHBESEE OB T bh5, AR
Bz VT MBIEIRTBIETH Y, - PEREE
EEE, BESY, EAK3 %L, BT
170mmHg LA L, #sE8imE11ommHg UL F, &2
FEME 1 DU EEEEL T 50T, Mkt iEh SR
HIE L b, —HA 70— EERDT, EAR, &
EQMAE, HaL 2T o0—LfES L EES 258
WKeETHREEHEE SINLD, EEFIHRBML A7
O—PREENEA 2T 52 L3k E 21, Marcus 3
13 134 Iz 24, 8308 4345 3451 (0.012%) D % 7
O —PREBHELRBR L EREL VL, 20k
THEFI DB NEEIL, Hopper H4 & X241, K5
137 FIOEEIREE 0 BRZS & CEERY, ESEAYIC IR
BAOBE2IT->Twd, B 16027 90— E
BT, JEBHMIC (3T 5 BN e e d, B
BREENREDAVBEEINZE LTS,
BRARE & LT, BHREETY T, B0EEHHR
Y, A7 0 — BRI RS EM L L
Twd, H2, 3, 4B2EKEE T, Z0REAY



A7 u—ERREE 2L CERE 173

FRUR B E, RERARORM, FEE, WNEMROERE
12 & BERPIME, NEMEEE BEBERS L U0RN
BMEE N7 4 7)) /A ¥ OhEE BT TD, 8B
5B MEMEE 5 L DEBE, BEBHSLE &N
7 HIANERK & DABFIC DTk R T w5, i
IREF D A 7 0 —WIEERIIM T, EIRT & DR A
ELT, BMENOHBL I L, BHEENKTH
Ao &, HBEFHICFRoOZ LWLy
EHIFTHD
WbDR7a—REMBEREIY, MOTREICHSL,
Fz DA 70 —IEFEEITIFIRE OREESE LR
L, BREICIZBRIENRT, SiENHIEED
7z, Sarles 55 | REE 7 fE Bl o) M 2 BRFR R %
WL, BEBREERS, 515 » A%, 1H%L
SEMATL, ZTORBHMBEORHEE, RIRMEDIE
B L MBI L CREBEAOEE Lik~, Z
DR FIBBBE L T CBR2BEL TS
$7:, BRBRIEIRIZ AW 2 » Ae CHRERL, &
MmE, BHEELIERICEEL &R TwW5, Bk
Bz, o DESIDY, BEEERE T 7 B —E
BHEZELZ2BEBNHTHL L, 2702 —iE
REDEKE L T, BIRB4EHINETHDLLE
L Tvid, Studd %6 (ZEIREF O A 7 0 — EE
B8 B & & 7 v —IEBER OEIREI 116 2 RIICZ
BBEEL, TOTFHERFTL b, ZoF1HD
AMREZREBEANEICHY, oo %
EEAEREREY L L ) SEOMBET R TH -T2,
Z OB TlE KBS TR T, MR MIE
{LiE, BEWEEE, HEEBERTH -2,
ERE2E0EARYEH L CLTFHRARTEL
BIED KBRS BREE L L CRRICERE LB LT
FELTwd, FL2DL ) WEADKEMEGSED
SRR REE E L7z, Weisman 67 13 4 RIS
12,707l D53 iR 6 Bl D A 7 0 —IERE BB L,
ZORBIREEB X X HIc, JeEE, EEAIC X 2 EMEE
#mﬁ%%ﬁofwéo4mﬁ&ﬁ%m%WMﬁﬁ
BEEL, 1ENIBEEEE, 161318 %E RICTR
%ﬁéﬁtt%m&tfwéo4m_owflﬁﬁ
5 4EROBEHEZIT, 1BORERE 2T RN
HIRE L7272, BAREIC#iTL 2, HmRIC>WT
i, EREREEE, MG EHMERIEREL, HiRkbo
BREADAI&EZET ILENHDL L L T
Wallace &8 13, £ 7,149@ D534 6 F1c —i@
HDA 70— EGBHEORHALRERL 2L, 0
PREEBEFE L, 16004 BAEM & AT L LERRIC

BIEETH-7z LTwb, THRIERITF CEERD
SHE OB L 9 A CHREMLIZEL TS
Ki2B9L i3, Schreiner o\ ) RN & 5 i
EK%T%%E&E&T%%KM&HLT,&%?
Bz & BT RERDEHE, 5 BE R ARIE, £
Lf%m&mﬁﬁ@tw7rﬁé BEL Twb, L
L & DIRPUZAM SR~ T v, Royfirst 59
IRERE BB DT, JEEER, BEES, &%
PR CREHMICREMBGEEREL T, T4 b
Ly, B CHEIRE ORBMIAMRTAH B, LEMH
B, PIKEMERE, X X7 LMEOKE, A2 X7
LEENERBET~OMAIC L BRE, 55, &,
Bk, 74 7Y >, MEikENRE,
WE T ¢ dense deposits #BEL T\ 5, &h
B Tlx, IgG, IgM, IgA, 5:C, Fibrinogen 7° #

I N5, IgMLFibrinogen »WFREIICZA S AL
5284, BEROTUES X DOHHICEE LT

FRZLTND ELTW S, FBRRRERE TR,
%Bﬁ@é&ﬂuﬁt:&ﬁ L, ZOEEE, FTHORWIGE
hbhEL TS, AHTHEE L TiE, HHS
10 ii&ﬁ&*f&a"‘lwl BHEREHTL, &Rk
T, I1gG 8 & U Fibrinogen DA AL, X5
Sk DKEMBERD 2 F Gk A
b\’(%ﬁﬁi@}éjﬁéﬁiﬂﬂ LTCwdZ ehb, BAREKEK
IR S DB THRIEFRIBT A5 L T3
LDEFEZTND, $RFOHF LA B L DTG
HENDLOTH A LHEL T3

B B
A7 0 —IEEHY 2 L 2 EES 2 flo RS
& BREMRRIC OV TERE L 2,
CERESIZIE ISR TH D), 5 F TOEPIDER

R & BREMMBGEOBANZ L2, BEREL T,
T ERNBUEME I X T 24 & DB 5T Y
WIFBEEL, ToOERICEBRROTTENEELE
BERELLTWBEHEEINTHS

X [

) REAET, REET, TH OB, #K
BrET IR & B, AR 25,
1976,

2) SEAKRMEMN, —FITE [ ERPEE, EREEA
B 41, 1294~1298, 1974,

3) Marcus, S. L. :
during pregnancy. Obstet.

i,
1828~1834

The nephrotic syndrome

Gynec. Surv.



7

9

10

11

174 A

R

e

~—

)

g

—

T

(e

18, 511—542, 1963.

Hopper, J., Jr., Farquhar, M. G., Yama-
uchi, H., Moon, H.D. and Page, E.
W. : Renal lesions in pregnancy : clin-
ical observations and light and elec-
tron microscopic findings. Obst. &
Gynec. 17, 291-—293, 1961,

Sarles, H.E, Herring, M.E., Watson,
T.F., Gregory, R.L, and Remmers,
A.R.: The nephrotic syndrome due tc
pre-eclamptic nephropathy : report "of
a case. Ann. Intern. Med. 61, 300—
307, 1964,

Studd, J. W. W., and Blainey, J.D. :
Pregnancy and the nephrotic syndrome.
Br. Med. J. 1, 276—280, 1969,
Weisman, S. A., Simon, N. M., Herd-
son, P.B., and Franklin, W.A. : Ne-
phrotic syndrome in pregnacy : clin-
ical histologic and fine structural
studies. Am. J. Obstet. Gynecol. 117,
867 —883, 1973.

Wallace, M.R., and Smedley, M.G.
The transient nephrotic syndrome of
pregnancy. N.Z. med. J. 71, 208—212,
1970,

Roy First, M., Ooi, B.S. Jao, W,
and Pollak, V.E. : Pre-eclampsid with
the nephrotic syndrome. Kidney Inter-
national 13, 166—177, 1978,

FHAHE, BROE R OREFT 7R
—F, ERIREFF: 10, 1443—1450, 1974,
WL R R R B O AREIZ BT 2 IR
T, RFICHIRFEAUITE, HEERAE 22, 1127
—1136, 1970,

137



175

Abstract

The nephroic syndrome during pregnancy

A consideration of it’s etiology

Takashi OURA, Seiki SAKUMOTO

Department of Second Internal Medicine,
College of Health Sciences, University of the Ryukyus
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We report two cases of nephrotic syndrome during pregnancy.

First case is a 28-year-old female and in her third pregnancy. Her first and second pregnancy were
nothing in particular. She had been doing well until proteinuria, edema and hypertenision appeared
in her 8th month of pregnancy and she was admitted to this hospital. A conservative treatment was
prescribed, such as rest, salt restriction and diuretica. However, she complained of dyspnea and
oliguria appeared in 33rd week of pregnancy. Cesarean section was performed. She delivered a
premature baby, who died after two days. Hypertension and edema improved gradually after delivery,
but massive proteinuria continued. She was referred to internal medicine and diagnosed as nephrotic
syndrome. Renal biopsy was done one month after delivery, and histopathologically endothelial and
mesangial cells proliferation was observed, with findings compatible to pregnancy-kidney. Adrenal
corticosteroid treatment was started after the biopsy with very good response. Massive proteinuria
improved gradually.

Second case is a 21-year-old female in her first pregnancy. She had been doing well until pro-
teinuria, edema and hypertension appeared in her 9th month of pregnancy and she was admitted to
this hospital. A conservative treatment was prescribed. In her 38th week of pregnancy the fetal
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heart sound became irregular but she delivered spontaneously a premature baby that responded favor-
ably. Hypertension and edema improved gradually after the delivery, but massive proteinuria con-
tinued. She was referred to internal medicine and diagnosed as nephrotic syndrome. Renal biopsy
was done one month after delivery. Histopathological findings was compatible to pregnancy-kidney.
Adrenal corticosteroid treatment was started after biopsy, massive proteinuria improved completely.

Such cases, nephrotic syndrome during pregnancy are said to be very rare in medical literatures.
We reviewed similar cases in medical literatures and introduced that clinical courses and renal histo-
pathological findings. Etiology is presumed to be immunological mechanisms to some antigen pro-
duced by the placenta, and that process is promoted by hypercoagulation.

(Ryukyu Univ. J. Health Sci. Med. 2(2))



