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Exacerbation of Lupus Nephritis in Pregnant Women with Remission of Lupus Nephritis

Ja Young Jeon', Chang-Hee Suh’, Hyoun-Ah Kim', Ju-Yang Jungl,
JooHo Lee', Eunjung Kang', Hyunee Yim’

Departments of Rheumatology', Pathology’, Ajou Unversity School of Medicine, Suwon, Korea

Systemic lupus erythematosus (SLE) is a multisystem auto-
immune disorder that predominantly affects women of re-
productive age. Risk of SLE flare during pregnancy is de-
pendent on disease activity of SLE and proteinuria at the
time of conception, which affect pregnancy outcome. We
report on three patients who developed renal flares during
pregnancy after remission of lupus nephritis before
pregnancy. Two patients were treated successfully, with
pregnancy outcomes of live births however, another pa-
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tient’s pregnancy was terminated with induced abortion.
For SLE patients, family planningis needed until disease
activity of SLE has been stable for at least six months pri-
or to the pregnancy. Nevertheless, flares of lupus could de-
velop and influence maternal and fetal outcome. There-
fore, renal flares during pregnancy should be recognized
and treated immediately.

Key Words. Systemic lupus erythematosus, Nephritis,
Pregnancy, Flare, Abortion
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%1794 (modified WHO Class Vb)
o] = %] 5 (prednisolone 30 mg) % 6%}l H cyclophos-
phamide T2 A3 ¥ dx gla echl/Iaoled
4] 500 mg/mg ©]stZ TFeE ek WY 1d AREE o
IA PAZ e ollA X 5aldeh e 77HE AFE =
T2 Al el & fAEle] 1Al 18l azathioprine
(AZP) FF38}3L prednisolone 7.5 mgZ} hydroxychloroquine
(HCQ) 200 mg §A184E 5 el sAL A QIAleksiv.

I8 U ASE: SolAd glg.
ZE A4 Y

FA FA HAE Hlew dHeke 170/
100 mmHg, ™42 1103)/%2, IFFE 24382, Al
37.1°Coict. E3t 7hFell= ohd A vlse] Qe R4
Wxlo] igich. kF A Foll ZFFo] FHarlo] Y
W opelAloll Algk ghe HEo| BAH L

ZAR A28 T N Aol 4] WFE T 10,300/mm’, B
8.6 g/dL, ¥4I 181,000/mm’, X &5 8 mm/hro| 3L, &
A st AAbellA dF oA 14.8 mydL, ot
0.8 mg/dL, aspartate aminotransferase (AST) 18 U/L, alanine
aminotransferase (ALT) 26 U/Lo|glom ©haldL 50 g/dL,
ohyia] 2.8 g/dL, C-HHS S 023 mg/dL e}, 4=t 7] Abol]
A ghillss 4+, Av|7d % Hx(77) RBCHPP) B2 &
chal/ 3 globeld H]E 16.11 (1,900/117.9) mg/mgoe] Atk &+
dsDNAEH] 90 TU/mLo] o]l €24 €3 35 mg/dL, C4 4
mg/dLE ZraFlo] Ygich v 5 WA FAbellA] A
A uid 24 8 F, H5E 2dE Bk AR R4
= ARl Y& QRS FHEFE Bl AFE A
Zgutelld FeEe] A 4%, A= dleHadst
(right ventricular systolic pressure, 46 mmHg)o] ZH2=] i},
glob 253 AN A Aeld® 215 4L o] lop4lt
ETE 1503 /mine 2 FAE i)

X2 Y ADk: Systemic lupus erythematosus disease activity in-
dex (SLEDAI) 18 0.2 F5220] FAJot3} 1l A2 uhayst
aEsh gl ghilln g Az o Alstel] i) Zd e &
T ]FFAIR] hydralazine F2FA1 2 sko] 100 mg7HA] Sds}
3L nifedipine 30 mg F7Fs}9le™ HCQ FAskal pre-
dnisolone 45 mg, AZP 100 mg F<F A|Zsl3ich 4 109#)]
Tk 98 ZAE o, 8 A FAbelA A%

ox r

O
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gL ARGl A Aut 4k A EE 5 vy
|EERom AHAAA etz geleld v+
7.10 (1,400/197) mg/mg o & F3F 2~ 8 AR7E =2A4E A
Qkgket. o]l AHRQlat ol X gstod, AefdE o] v+ F
3, JAE FAB7)e AR AHo] Y Ao=E Ak
=ol, 49 1394 X524 4 Alsesivh 99 1694 4l
2 2Z HAA} At FF 2 A1 A (ISN/RPS Class V-
G(A)+V) &7 Ho] S cyclophosphamide %7 9.1 (750
mg) A3k Ak g SR I A4
chal = #lobe] Yl H]E= 2.56 (100/39) mg/mg o & FHAA 2
1 25¢#) prednisolone 45 mgo 2 F-A|slo] E|ds}c).
sje) 34 A i) @ Aol TAHAT AT cyclo-
phosphamide %72 @ o 2 QIgt @A FE 4 9J 31 cyclo-
T34 3743}o] mycophenolate mofetil
MMPF)Z <A W73 ¥ 2.5 g7}A] S35} 3L prednisolone-
HARH o2 Zheksigich A A A thillls 47 §lo] 1
W 7+ 5o & MMF #HeFsto] gkslar A2 prednisolone
5 mg, HCQ 200 mg, cilazapril 2.5 mg F-AIsFH4] gkl ¢l

= AuE ol Ay PR Al e Folth

phosphamide

S8 2

g Rk 334, 42+

FE A zZ7|%kutui

e qolAl 373 69A =7|FtEtd 2 Hdselch
a7 HY 8 d A oht A A E, A, WE T 9
HaggaZ, ek A, ddsDNAFA, 3FSmatA|
kA, &71t] 2 2] A (anticardiolipin antibody, ACA) %
Aog FFLE A, g4 X s T A
uhAste] FRAAA FFLE 2H R0l = 54 2 (me-

thylprednisone 1 g) 3 A 7HA] FoFslo] A=A} W
A 5d A shll bAiste] AJREsE A=A 7] Aol Al FF

2~ A1 (modified WHO class III) 295 Ak A £

ArgRA AAARSEEE A £7E Al 8FA <l
FAkskar 618 A< cyclophosphamide %7 Q¥ A W}
skom i gla ek aoleld 2] 500 mg/mg )
2 = ek WY 1d A A 1254 A R R e
v 22 A A Al o] A o] o] o 4lE] et
W ol A A A lAls e okl Aol A A
AAE Heick 9141 F aspirin 100 mg, HCQ 300 mg, meth-

ylprednisone 4 mg, AZP 50 mg AP A A 71H o
Ak slodch. JAl 2254 AW A A il 2+, &
1744 Ex (167} RBC/HPF) ¥4 a1 @ xhul/ = aofe]
U HlE 1.694 (71.5/42.2) mg/mgl & A<&3slo] AZP 100
A R

et

mg, methylprednisone 8 mgo. 2 Z&Fs}o]
ach/zHobeld FX& o 93}E A

o
0\-94

152 U ARl Sol A gls-
T 22 Y G4 kS 120/80 mmHg, HuH-S 8631/
T, 2T 2038, A2 37.60CE EHFHR A



oFut st gl E 9l vlgE A AN A 3~ 67vlth AF
ST 1508] /20l lek

& o7 Aol 4] Wi T 5,000/mm’, &4
9.1 g/dL, ‘og% 154,000/mm’, &3 A3}t AA A IF
QA4 14.6 mg/dL, Z#oLE]d 0.8 mg/dL, AST 22 U/L,
ALT 126 U/Lo| At} 2w A oA gl 1+, Sn| 4=
% (370 RBC/HPF) #& =93 ghulj g glote]d v+
0.87 (127.1/145.2) mg/mgo] e},

X2 ¥ Aok 22 9 "ol FEAE RYESHA v
£ A ggx]o] |14l 385001 2,520 g ofolE AAETHEA
CEA R AR AME B3 MMF FoF A2
sto] 1.5 g”}zl Z23519 3L methylprednisone 3 mg, HCQ
300 mgeE A FABIHA A LA gl &
cha/=z gloleld Hl= 0.09 (18/189.2) mg/mgl 2 TH3f=]
ol olejFA{E Folrt

¢

o

o}

Z#3

g Xk 304, o=}

F A z7|guld gl oglol AU A Aol
e Q)4 355 5UA =7|detstd 9l glo} 23wl A
7 Aol = Uldslki el

I WY 179 A Bl FFL 9 F524 A
o3 (modified WHO class II) Z1ghargks ) gl 2 ub
gl chubd Sd % 3HdsDNAEA| 22.4 TU/mL A »’;— C3
mg/dL, C4 3 mg/dL 72, 2= A A ollA] Thulke 3+, Qchul
Zgloteld Hlt 2.619 (208.5/79.6) mg/mg.‘li A2=310]
AZARAA Ao 3k Agsto] F522 o3} vl
FF ‘17""3 o7 3822 ~AH| & o] (prednisolone 60
mg) 9l MMF F¢F Al#ksto] 1 g7hbA] Fesla 51d 6714

7F fAsbE A BellElo] Fekslal A" Ro| B HAH o
2 ZHEFslgict o] 3 i ol A lAlste] 1Al 97
A A gl 1+, exhw/Fdoleld M= 081
(31.7/39.1) mg/mg2o. 2 “&<3}o] methylprednisone 4 mgoﬂ
A A2 10 mgo & FEFslo] FHIESN Tt s = T

o] el3lE] % ol-ol-ouq Ol Al 2650l kgt iZo B AL
5l Ftel]l AR 85 JAl 355 39 A A3 elobx
Sl A elo} z}%q} AR Aol &7 Hod 157 § 43

W
S nl ot

2 ool et
JhEE U ABlt Sol A gle.
FE A WY DA DS 130/90 mmHg, v"HL% 953]/
R S 2038, AL 37.5CUt. A6l
et siastegla vl Aol ottt A2
ZRglow] BolMHERE 1508] /%ol 9lr),

El

ZAR A %%7&4011&% W& 7,100/mm’, &4
14.7 g/ ﬁé_i{r 163,000/mm’, &2 4% 8 mm/hro| ¢,
3l HAA oA EF 2444 124 mg/dL, F&|o}E
ld 0.7 mg/dL, AST 21 U/L, ALT 14 U/Lo]. o thuf .o
5.6 g/dL, &511 2.9 gidLo] il A 7 Al A ghills 2+

|73 %27 RBC/HPF) #&E| gl Qb= o}
Bl H]E 245 (60.5/24.7) mg/mge] At}
A2 W Aok 3k} 9l oglol 2EAE RUBshHA WY
¥ A

ik Zegx]o] 1Al 35—1.‘ 5°1°ﬂ 2,230 g oJot& A4
i oF ) #bslo] 1.5 g7t A ZeF
Fok vgolwl 2] MMF 250 mg, methyl-
prednisone 3 mg, HCQ 200 mg, cilazapril 2.5 mg 4]} 4]
@ glol SlokEA R Folch
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FE2 Aol QAW BAe QA F FES A o

WA v PAEAl Fkd o e A E v Z=H 2o

EA &5dAl, L2l HCQ 8l AZP7F Jlekar shgict

@9, T3 FAARLA} dE FF2 BAE 4 F
A gepe] obavlel B 5t 4 slshal S melhE 5
At 8). & A FellollA BF FEHo g g4 ARE A
BlZo| =9} HCQS ARSI Q41 5 FF 29 o3} 5
o Aol wAlstel 2ol 2, 39 A%l Zulzol=

9 AZPS Zekslo] TF & AlAe]o] Z;GQO_] QJAS &
A% & gdgiek. aeiv & el 1014E GARA Ayl
otalrl Qew AR 9 FF o) FAotsrt Bubw
A2 AdeIH 21~22F 7 Q4 27]0]w g gtekA|
o Foollie walgte] 2AFA 3 wgepe] 2p| ol
E9} AZPE FF 2 XA gl Auted s zAE] 7] ool 9
AgA7E Brbssheba gekslo] X ad §4-S ARl
tH(Table 1). Smyth 52 HEFEA Hiio|A IA Z2 &
4 R ARG DA YA F ATRAE 59%2 B
S, FAARPAE G FF5 BAANA ABF
Aol € 4 ATk 2helet (3). Aggarwal S FF2 3
Aol AEGAIS] o2 B Felol A 08 AR
o) #AY dot /19E lEetdet 6.
B Zelol Ak 205 o] 4] 9Jle] 3700] Uit olF
Zel 2% 385 A4 Aols Burelgla, Fell 32 35
F 590 AAF Aers Bkt ond, Zel 1oll4E A
24 9L 3 HYok A A 25 A A7]5S Hol
3 RFE2 Azkedo] e FelellA YASAAE, Zel
1ol = 9141 A HCQ, AZP, prednisolones F<FatH A
SLEDAI 4% zAo] E|t}r} ¢JAl 934 AZPS S5tsla
4412 $ 3HdsDNAFHA| 57} 5 SLEDAI 72 A4 of3}s|
7] A&ske] U9l A]olli= SLEDAI 18744 <+3hel el
Arh(Table 1). YA A 9] kA2 AW o] =A= 3 )7}
44l A opAle] Feto] shke] o3l 4 glom e
F 9JAS ALeehd A N o4 Aol F =)

Table 1. Clinical and laboratory data of the three pregnant patients
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= 3 3, P A 9
15 283 & 5 A& Aotk Clowe E% ¢4l F HCQ
A3k A, 914l 27] HCQ F5k3k $kAkH, HCQ -+
qo] gl BA-E vlasle] HCQ Fbst gAbrollA
dl LEDADIZ} eu| QA =3 F3F2= ofste] wlzrt

=SS B33k vbrb 9deki3). oy B SdEelA A
AZPo] T ¥ Al F FF 2 ofste] Bae glo] F71
A7t Haslt o] ghAte] A folle HAALSTE FHbE
o] b3 JAAAAZES 2] A ol A = srefsfiof
ghoh AAZEEL] AR FAAAGA ] EAl, A
Az A, G, chelQAl, vl Rk, Az
7159, 404 01“4 Urol, = AARAS, 18} g
A3 101 o] QANA, =2 staly|Eel chuly

o

>
u!

Hif =0 ok
2
° ofy
2]

» LT L T170 >

A7l A Az o 2 B sl glo] B slxjol| A= HARIE

o B, A4 W FE2A L YA AADE
A Folv APJARE & =+ At (14).

Mak 52 oic} 848 ot w14 541 d

zl—odo]]/q _Tq_g].]_n._‘__g_ Bd

o]9J ¥ cyclophosphamide -57—318_‘%3“1'1 ”‘l’Pﬂ, olm Az

o

7_|]-

dlo

<
3 Bage 4es Baslglel (15). # FellollA] W

AA X 87t B2 class I o] 2] FF2 Ao

3hAtoll A 1Al A= ZH7E oA F 6 Wol 9L 2
v-g2Fe] AH|Zo]=9} 64| cyclophosphamide %7 9 W
o7 Fafi7h H A 42 2E7Fe] e 2ol =9 MMF
FoFe g a7} o] FolA BF AFHer X857t =
t}. cyclophosphamide %72 -2 F97, G477 5447
22 Bagol Qo] 74417] ol 4elA AL A 5l

£ MMF?] oS 443 Tl 4 glov], MMFE
FF2 AR B F MMEE Feheln JAS oA 3
He 4 ek

QAL S 9 Ay BHES Bk A 7]
A Sl P 2 AAE Aok ek QAL F R WE

with flare of lupus nephritis

Case 1 Case 2 Case 3
Obstetric history G2P1LODOA2* G3PI1LODOA2 GI1PILODOAO
Anti Ro/La antibody —/— +— —/—
LAC - - -
ACA (IgM/IgG) —/— ++ =
Renal histologic subclass " Class V, Class IV+V Class III Class 11
SLEDAI changes (at 6 months before 4—7—18 5—5—8 0—4—4
pregnancy—at conception—at admission)
Interval from remission to pregnancy 8 years 5 years 18 months
Medication during pregnancy Steroid+HCQ Aspirin+steroid+HCQ+AZP Steroid+HCQ
Medication before pregnancy Steroid+HCQ+AZP Steroid+HCQ+AZP Steroid+HCQ

Induction therapy

Steroid+CYC #6, steroid+MMF Steroid+CYC #6, steroid+MMF Steroid+MMF, steroid+MMF

ACA: anticardiolipin antibody, LAC: lupus anticoagulants, SLEDAI: systemic lupus erythematosus disease activity index, AZP:
azathioprine, CYC: cyclophosphamide, HCQ: hydroxychloroquine, MMF: mycophenolate mofetil. *GPLDA: gravid, para, live, death,

abortion,

TOnly biopsy-proven results of lupus nephritis were stated.
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Al "st 59 AARE, AVS, ADTAL, FRo/LadAl,
LAC, ACA, 3FdsDNASHA|, BEA|, QA4S ZAA st ZF o)Al
2718 AFE AFAodTg, k= eoleld H],
ACA, 3dsDNAEA|, EAE Flsfjof gt B4 ¢
A F 34 I F4 2, 39 AF YAl Foll= mid
ot 5o AARE, F43), £HAA 9 ek
oleld vl & QA 4 BEER L AEdE Ao
£ whadste AP FALY, dsDNAGHA], A& <+
At A 34 Jslgeh. £ Folle F527) o3k
T Jdonz AWl 45 Hrldl| Hopof sk
A FF2= AAde] JPW FF2 A Aol 2
2AF 3 g2 u AR EEE B FelelAAE 44
T T2 9 B2 AR ofsr) dold = gl
ZHA FF2 AL JARE wie FotelaEd AE
off oJ3k A71AQl W3t FH3e] L e T35 of
] 571 de3sth

o &

o FF2 o3t W FFAANAY WAL 9
% F 5 9ok ¥ ARES A FFEE Ageel 99
FApell A4 A 2 AR 3

X
) 2
Zelold 47 A4 24, AAFL 24 9 N84 2
farolehs QIAAIT} ol T o] ol HFH o TF

A=
Agde AR
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