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T RSB AR & o B & MGt L 72,

SR EFE  ITIRITO BRI X 0 HIREIIC 1gA BYE LW S iz 34 fil2 R E L, IR N EARLT:
YRS IfUHE BHE (superimposed preeclampsia : SPE) & 2 Wi S 417z SPE #if &, IEFITIR CROM L 72 IEH#EE @ 2 BEC
HIL 7, 2o OBEOMIRE & PR OERERE, KEOPEGE, A Ay iz B Ao kA ek s> SPE
FE & BHD) retrospective IZfEHT L 72,

& R EEROMBAWITRE, SRR L, RIERER & b ICIEFHIC R L SPE BE TR I EE
INT7, [gA BIERFE DOEYRICE VT, SPE DFEIEHIL 38.2 % (IEH#E 21 5, SPE #f 13 i) T, MWL H
13 4RT 3.0 %(1/34) Th > 7o, IEIRFEORRIVEE T 1%, SPE #EIC B\ CIGHEIME (SBP), IiE 7 L 7 F =
(Cr)fiF, M RFEZEHE (BUN) I IEFH#E & R L CREICEEZ L, 7L T7F =27 ) 77 v A(CCr) LHERE SR
BRARIEIE § (eGFR) 1% SPE #E CHRBICMLT L T 7o, HERFOERIRINGER 71, SPE #1238\ T Cr fE, BUN
filh, M IREE (VA EIZ TN ERICEMETH Y, CCr & eGFR 1 & b ICHERITEIETH > 7=, HERFDO KA T
DOIBIFRHT T, SBP ¥ & IR (DBP) & MLk AW EIEE, 1 HIREAPEIED 2 I Cr fif & o
AREDIEMBE%Z RO 72, SPE HETIE RO HARMAEIH RIS, ERER L HRICHED > 72, HERMAE &4
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PN ERIE LS EHETH 5 2 L BRBI N/,

R SRR IR - BIUTEARE, *? SRERETARE, Y O A e rh SO B I R

(FIE 23 4 6 H 21 H3ZH)



1140

TgA A O I B PR A v oL

Objective : Pregnancy in chronic kidney disease (CKD) patients is often associated with hypertension and/or
the worsening of renal function and neonatal death. The present study explored the clinical characteristics of pre-
dictive factors for hypertension in biopsy-proven IgA nephropathy patients with superimposed preeclampsia
(SPE).

Patients and Methods : The subjects were 34 Japanese women with IgA nephropathy whose renal specimen
for histological tests was obtained before pregnancy. We retrospectively investigated the relevant clinical factors
to explain a rise in blood pressure (BP). The histological findings were evaluated with respect to the quantitative
measurements of both global glomerulosclerosis and interstitial damage.

Results : Renal biopsies before pregnancies showed that the global glomerular sclerosing index and interstitial
damage in the SPE group were significantly higher than in the normal group. The prevalence of SPE was 38.2 %
(normal pregnancy 21, SPE 13 cases). The neonatal death rate was 3.0 % (1/34) overall. Just before conception,
systolic blood pressure (SBP), serum creatinine (Cr) and blood urea nitrogen (BUN) concentration in the SPE
were significantly higher than in normal pregnancies. In contrast, CCr and eGFR were lower in the SPE group
than in the normal group. At delivery, serum Cr, BUN and uric acid (UA) concentration in the SPE group were
significantly higher than in the normal group. In contrast, CCr and eGFR were lower in the SPE than in the nor-
mal group. At delivery, correlation analysis revealed a significant correlation between SBP or diastolic BP
(DBP) and the histological severity, between SBP or DBP and daily protein excretion, and between SBP or
DBP and serum Cr concentration. With respect to the birth weight of newborns, there was a significant negative
correlation between the birth weight and the global glomerular sclerosing rate, and between the birth weight and
serum Cr concentration or BUN.

A stepwise multiple regression analysis showed that predictive factors for a rise in SBP during pregnancy
were the degree of interstitial damage and daily urinary protein excretion. These results suggest that renal func-
tion, the magnitude of urinary protein excretion, serum Cr, BUN, UA concentrations, and the severity of histo-
logical abnormalities are all associated with SPE occurrence. The predictors of a rise in BP were interstitial
damage and urinary protein excretion at pregnancy. In addition, Receiver Operating Characteristic (ROC) analy-
sis showed that both glomerular sclerosis and interstitial damage could be potential predictors for SPE.
Conclusion : Histological severity in renal biopsy, urinary protein excretion and renal function are associated
with SPE in patients with IgA nephropathy. Among these associations, the histological findings and urinary pro-
tein excretion may serve as useful predictors for a rise in BP.
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IR PR (toxemia of pregnancy) 1%, FESR, “BEHRIZ &ML
JE, VI, SEEKRD 125 L < 1E 2 DL EDRERDIA S 1,
o, TS ORERDS L 2RSS IHEIC L 2 DT
BRWEHEINI D EERINTE, 2L T, TR
FRERIE AR & EARLCT I N, BT IREAT T A E
B R EEIEE RN (CKD) D2 wib o, #HEIIEITT 2
CKD 78% 2 Wil & Stupf S ncE ™", —J, EERH
1213 1990 FABIRED © WOk 2 iy & U CTHEYRHPAIE D 2
YRy ADPEAL TER, Bl mMEE T, IR ERE
X DRI Z, ZoFBIL, SIMEZREERE LWk
THHEEZOND XD, FEFRD IR R
(pregnancy-induced hypertension : PIH) IZ 2 B X 1 T ¥
73 RKFRICB LT, ZOEBNaEREM S DL E Y
BEEEL T, 2005 7 & 13 AAE R ARHAZ I I W TR
BRIE D O IR MAERE B~ & IEUC A E R 3 N

Too JWIBAERIZE Z 2 &, ERTPEEHE I EIMEZ TR L L
TORRBAEFETH D, FEBRIMIEH D TEEHE (toxin) 112 X > TH
EINZbDTE AV Ens, BYLFHRELLELEEZS
N5, [FRD B THEIRE ORI S Nk o 7e,
IR ISR 1L, Z DEFR « STHICHED Vs 7o B B
I & B HPEBIIROSGE DI SN T» 5,

AFIZ BT 28 L IR MUE R O E 3 - o8
4 B INT w5, Thbb, 1) YRS L EE
(preeclampsia) : #E:4% 20 AR ICHI & TRIMUE & AR %
FAEL, a8ts 12 M TIIEFICET 250, 2) ke
ML (gestational hypertension) * #E4R 20 3 DL 12 4] & T
MHEZFIEL, 28#E 12 8E TITEFICET 250, 3)
I EE A A5 55 11U BFAE (superimposed preeclampsia @ SPE) :
O MUEASIEYRET B % W IFAEYR 20 38 £ TICHAEL, IR
20 LR ICERIRZ 9 b 0, @EIME & & HRDMIEIRET
& %\ IR 20 3 F TISHFAE L, HEHR 20 SHBEEIC W TR
D, FEWEEIES 250, QEARDOAZRET
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B DM IR T & 2\ IRUEUR 20 F TISAEEL, HEIR 20
HLAE ICEIME S FRET 2 b D, 4) Tl (eclampsia) * 4F:
I% 20 AR ISR O TREEREFEZ R I L, TADAP X
PR RE I N D D OT, FAERPIC XD, MR,
SYWTE, PERE T E S a0,

FEHUER IR OBl & SPE OEEEL, I A A O 7 IE,
I, BFEEERE 2 &0 6 ORME[Y 2 712z <, I
WO TENFEERBERIEC 22 L, MELHEICHEI b
WRER G H 2 2 Lh 6, RO EIMTEOFE P2
FHIT 2 L, HRCREEZEMT 29 2 TlRbEEL
Ezonsd, —MiC, BT 2EIEEDND 55EITIIIYR
PR IMUFERE AR D FEIE D Bt 18 FER D IEIR TP ARE I
BWLTH, BREAIOEAE CIXEILE D BEEA R
DEIFDHEN Z L IZIEC Ao TR, —J, Z20fi
MR, RGBT 2 BT, PBEEDL A R A
VIR EDH D DDA, FEAT L SIS H
o Twky, BIRMICY, Ik emEt o JE
AP THEIHASINEDATH 2,

TgA BFE 130 23 Tl b AL DN E IR BRIKE K& T,
Z DFEAEIE 10~30 Bflic % < 20 AP E—27 £ 3T
w3, ZOFEROLIEIHERRZOL WHERETH S 2 L
25, IgA BHERE DOITLIRIC B W CEIRE M E R D&
BUTFRICR E VEIRINEERZ & D, o, BKTIE IgA &
KE D FATHMEYR P RIS & OFEERE S 2 > DO KRB 2
F— MRS RSN, Z2oMETIE, BERICE-T
IgA BHE & W & 7= 2otk 245 Bl 136 B D EHRH 1< B
LU CGEINEA L, IR E AR IS RHA D BIERE LB P21 135
LRI EWRBRI N, AFICE T 5 IgA BOE & IR
BEIMEEERFE OB B WTH, 71 flo IgA BYE R E+
35 Bl D IEMENRGE] & 36 Bl DIEYRE] & D ks 6, 5 HfHD
BEIC B TR IC X 2 BIBEREIK T IS IZ R & 2R ILER 0
SNHELI ENRESNLY, —F, ThoDEENERE
LT, EIMEAH 2 & TORMED BBEHEE T iEE %
WE LB H Y, ~EDRMIIE SN T RN,
PDEDXS HERIE, ZONHTOIET Y ADHHEL
FRIZEABLEEbN S,

AFFRICB W TIE, 1gA BEEH QIR OFGE I S
JEIT A 6 N B MRS IUERERERE, RF1C SPE ICVEH L7z, T
bbb, BAERICX > THEEZK L 72 1gA BIREERFHICTE L
T, SPE IZBY5-§ % Bk A ERE S, A PRPEME, &
MUE, AL R, & S HERNE X OB IR KE
BT R IR L THET L 72 biib DA 2 R,
IgA BFRE IS 8 1T 2 B AR A EE S & IR v A A
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B, FFIC SPE & BRSO 72TH5E 1%, AW T &b
%O

MR ETE

MRBEF  AEESERIRERERBE T 2001 205
2009 4F 6 H £ TITHEYR - i L 720tk SRR Ry
BEMIC LD IgA BYE &2 S 7z 34 FERI &2 R L
7o MR COMYRDFF I HEHEL, 1) TgA BFREICK L TA
TuA FEEZIT> TR 258N 7L F =Y
0y 10~15mg/HU T TH B2 L, 2) IREAIZ 1g/HH
T, BT 2w LEEET T, 6 2 HM hoff# o
BB LIREADWEMDB A SNV &, L LTw5,
WG EBFTHERIE ORI 22 <, IRIRGOE TR D FEEE D 7
Do e, BARIEYRIZERIEIRIED 1 flicdh o7, 7,
BIMER O IgA BRERFERIAY SPE #EIC 1 Hld > 7o, IR
DOfkFE Ik, termination DiE ) IE H A PRI AR & D15
ICHEDE, M ARHER OHIMCRE S 7z, RHAMHIZER
& LT, 2 BRI PL RHHES 2 EE U B R AR o AL
(L7 Cr fill 1.5 mg/dL M 1), IREE DM (S g/HU 1) %
ZRzRDI- L ETHY, REMKT& LTiZ, 28 B
RO 2 HHFEE (% 1P IR EARIE % termination O 3# )i
LT, o DBEDEIRA & HERICE VT, B
ORI, 1 HIREAPRIE, ALEmpr R, Bk
12 & % AT R % retrospective W fEHT L 72,

BT E - HAER ARIERICB T 2005 FICHRIES
N RS IMERE AR O 3 B DWW T, TgA BHE % A0F
5T XN TOXNGIER 2, IEFIME CHER L 72 IR AEYREE
(n=21) &, BB I B 2 A 0F U 7 0 EE R I8 5 =5
Ji£ (superimposed preeclampsia : SPE #£) (n=13) ® 2 #£I457
L 7z, SPE HEDBERHCE VT, IR D 5 I3 IEYR
20 HH £ TOIRFRICE W TREEINET 140/90 mmHg M
FodEMEZ&HFLTWEILE 1 HOBEITEWT?2
[AIDA b DE THEZR L 72,

REIEE © Lilo 2 HICB T 2 R B X O PERE
DULHEHIMLIE (SBP), #AIRMIME (DBP), 1 HIRE H P
i, M RFEEZE (BUN)HE, I 7 L7 F = (S-Cr) f#, Ifil
HIREE (UA) i, 7V 7F =270 77 A(CCr), #ERAR
BRI & (eGFR) %2 FX, AEYRAT O B AW HL & BE-D 1
72o MRS DI E X OBEFT LI IEIRASHH 3 % [ERT O
WRZZIROMETH D, MEIZISRED %\ I3 AR AR
IR D BHEETHESI N, 1 HIREAYRER & CCr i3,
SRR E T X HIEERF D ABEH AT - 72 24 IEE IR O fii % i
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MU7, 612, Z0 2 FEEIDHER OMIRES, Hitk )]
DOHARHAT & SPE OFIEICBIT 2R ORI TFI2DW» T
IR L7, ¥, AWEIEE AN EFEVETH %23,
BFEROTWELG P EAL L & OB, JFAI7H)
AT K 2 RETIRDIZEICBE 3 2 faBERE 8 2008, 2 IHAF L
72

LEMEEREEERER WEATLIEE 2 A0 B
HEMEICE) F—y 2EALL 7 ) A CTRHEIL 72, BE
BT S N7 R BRI U R 2 BRIRBEAL L 7 RBR{E D L
H (%) % i1 R BRI 2 (global sclerosis rate (%)) & L
7o F 72, MEREEEE (interstitial damage (%)) 12DV T U, 5%
BRAK & ORIMAE A 2 B 7o PR FVE RIS 35T, Bl
B - ERRHE L 2 3R 0 2 P 2 8 YIS 10 %A
TRxa7ikl 7z,

# &t : Student-t test, Pearson OFHBHMEMT 2 W B > 72,
S S ICHBIBIR D ® 2 58K T-1CBI L T, HIVEE 2 ITIRIG
226 HPERE £ T OUGHEIPIME D fHED A & LT, 2D
AR T % % EfFHT (stepwise multiple regression analysis) %
MOTPHHR 2T L 72, 7, IREAPRIE, SRERME
WL ¥ X OB R EE, eGFR ZifiiZ8 & L, SPE %
T AEBICE O R R & KRE O MG (Receiver Operating
Characteristics Curve analysis : ROC ff##T) #{To 7, %%,
Fe M L REE D BT X Youden F5507% W CREAM L 72,

TR COREMIL, Il FHERAEZ & > TRELL 72,
AT I B VLTI, p<005 2b o THEEAEHD &
L7,

S

Table 1 (ZIEHUTLUREE L SPE #RIC B BUTLIRRT D K85
A= —IZOWTHIERH L2 bDTH 5, IgA BHERE
DIEYRIZ B\ T SPE DFIEZRIL 38.2 % (GEHHE 21 1,
SPE Bf 13 f§l) & ¥ TH - 7, IEYRRATD SBP &, IEHHET
108+8 mmHg, SPE #£ Tl 118+ 10 mmHg TH b, Tk &
b IEHHIPHN (SBP 140 mmHg Afili) TH % H DD, SPE Af
THEICEETH -7 (p=0.005), DBP ¥ [FREIC, IEHHEE
T 68+8 mmHg, SPE F£T 73+12mmHg & SPE BT
AN B > 7= EZ 3 Do 72 (p=0.142) , IfLi% Cr 1,
BUN fifild & 12 SPE FECTHREICHE 2> > 7z, CCr, eGFR &

T SPE I TH - 7. | HIREAPRI R, EH
BT 0212024 ¢/ HIZx LT SPE #E Tl 049043 g/ H
EEREICRESEVLHOO, BETHRED KOS
H o7 (p=0.0504) , [HEEIC, UA b IEHEET 4.0£0.9 mg/

Table 1. Baseline characteristics in patients with IgA neph-
ropathy with or without SPE

no SPE SPE
N 21 13
Age 31+4 32+4  NS(p=0.94)
BMI 19.7+1.4 20.3£35 NS(p=0.64)
SBP (mmHg) 108=+8 118+10 p=0.005
DBP (mmHg) 68+8 74112  NS(p=0.142)
S-Cr(mg/dL) 0.6%0.1 0.8+0.2 p=0.0009
cCr(mL/min) 110+17 84+29  p=0.004
eGFR(mL/min)  103£20 71£23  p=0.001
BUN (mg/dL) 11£2 14t4  p=0.04
UA(mg/dL) 40+0.9  4.8%13 NS(p=0.07)

U-prot(g/day) 0.21%£0.24 0.49%+0.43 NS(p=0.0504)

BMI : body mass index, U-prot : daily urinary protein excre-
tion

Table 2. Clinical parameters at delivery in patients with
IgA nephropathy with or without SPE

no SPE SPE
Weeks of childbirth  39.1+1.6  33.9+3.7 p<0.001
Birth weight (g) 3,177+406 2,061£753 p<0.01
SBP (mmHg) 115+12 157+16  p<0.001
DBP (mmHg) 7110 100+12  p<0.001
S-Cr(mg/dL) 0.6+0.1 0.9+0.3 p<0.001
BUN (mg/dL) 10£2 14+4 p<0.01
UA(mg/dL) 49+1.7 6.8+1.7 p<0.01
U-prot(g/day) 0.34%+0.43 2.70t1.64 p<0.001

U-prot : daily urinary protein excretion

dL 1%L C, SPE AETId 48t13mg/dL ¢ HBETRTH
2 Mg %2 589 72 (p=0.07), — /5, BMI & MifEHCHEAIZ
RO Iprote, 58, FEARKACIEEETIE 3.0%(1/
34), IEFH#TIE 48 %(1/21), SPEH#FTO0%(0/13) ThH -
7z,

Table 2 ICMifED MR OFER T2 B8 L7z, IRHHRET
DN R X 39.1£1.6 HTH 5 DIk LT SPE B
1 339137 HEARICEETH -7 (p<0.001), 72, ¥
A VAR E I3 SPE BECIXIERBFIC L L T & 22K <,
ENFEEEIED 5\ IEZFEM termination D A HEPE DSR2
SNz, HEERICE T % SBP DT, IEHEEDY 115+
2mmHg IZ & EF 5 DICHR LT SPE HETIE 15716
mmHg & FWREE% R L7 (p<0.001), [FEEIC, DBP,

I HREOYEHE S, IEEHICHE L T SPE #fic B W TH
SICEMEE R L, ZDIENITH I Cr f, BUN i,
UA b IEF R L C SPE BECHEICHET
bHot,
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Fig. 1 12, HEHRATICHEST S 7 BB O S ERIRRE(LER &
Mg REE%, SPE DAMEIC XD L 2Rz Rd, &
AR E L T AR BRIR AR X, IR IEREEC
8.5+£9.3 %, SPE fT 3441148 %TH h (p<0.001), MIE
B E R & LR IEURRET 9.6+9.4 %, SPE #EC 21.1+£7.9 % (p
<0.01) & SPE HECHEREINET L Tiz, 2D LI,
SPE #1288 W TE AHEIM R BRI RIS B » I 3 15,
MEEEE TR 2 5 & RMETH D, SPE BFTIXIEFRE X
DIHS 2 IER L - BG 2 21 7,

IEYRHTIC 1) 2 B AR O AR~ T L & IEURIE O SBP
» %\ 13 DBP DML, IEHREL SPE Bz A b Toafk
TR L7 AIcB8 WY, bW EFREE 7213 SPE B
DRI THH L 25AIcB0»Td, BEEERo on
ol

Fig. 2 "CIX IR 1T O B A4 o MK A PT | & HPERE D
SBP & DHIBBER % it L 72, IE##E & SPE ff2 A bET
BRTHRIGE, SRR L EREEORRII L D
IZ SBP L AR IEMABZ R L 7 (r=0.570, p<0.01 & r=

Interstitial damage [%)

SBP at delivery
SBP : systolic blood pressure

0.537, p<0.01), —J7, IEHH#ED %> SPE D AT -
THETT % &, ZNZFNOHET SBP & AHARERE 12 X Bl
Pl 2o 72,

Fig. 3 TIIIEHRAET O MHARFHIFT L & R O DBP D
BERSR % Meat L 72, IEHRE L SPE B2 S b¥ TalikTaA L
Bitr, ARBRIMELR L MERFER OHFSIL & HIC DBP &
BREZIEMBEZR L% (r=0.565, p<0.01 £ r=0.537, p<
0.01), —/7, IEHEED 2\>1% SPE BED AR > THaET§
3L, ZNEFNORT DBP & FHi# R E LI 1B HE I 7
»olz,

IR IC B 1 2 1 HIRhEBESRIE & RO SBP &
X O DBP DB #EMEICEB T, [EH#EE SPE RO bE
TRETHIEA, H2VIRIEHEEE 7213 SPE BEDOAIC
B> TR LT b BhEEIE RS & ko e,

Fig. 4 TIXHERICE T 5 1 HRPEAPEIE & FIRHH
@ SBP £ £ U" DBP Ol % A7, IEH#FL SPE #f % &
b Tk ThREE, MHEEAERICEMBEL Z =
0.757, p<0.001 & r=0.744, p<0.001), —J5, WEHHE £ 7=
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IR DI Cr i & R > SBP @ Bt o g ¢
1, IEHREL SPE BEZ Ab¥ Tk ThLYA, ABDIE
MBS % R 72 (r=0.468, p<001) —J, IEHH#EE 7213 SPE
FED AR - THGET L 22354 12 B W TEBE 2 o 2o
7z (Fig. 5 D7E), ﬁfﬁ)&ﬁ%@[ﬁmﬁ Cr fiti & [FFF] 9> DBP 1213,
BETAHTHH 5 VIZIEHRE, SPE #EICT T THRESL T
b, BEPEIZERD SN o T, HEROIE Cr i & H
JEIRFD SBP(Fig. 5 D47) & % \» 1% DBP & @ B3 D Mgt

Tk, IEWH#EE SPE B2 Ab¥ TR TARIEGE, SBP %
5 ONZ DBP & i Cr fl I3 RIS IEAB L 7 r=0.610, p
<0.001 & r=0.606, p<0.001), —J7, IEHREE 1% SPE
HOAICIRY ZDORNTORR 2§ 2 L, EHFICEVT
SBP & IMili Cr fHICIEMHBPR D & 17z (r=0.521, p<
0.05),

Interstitial damage (%)
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Fig. 3. Relationship between the histo-
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and DBP at delivery
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Fig. 6 CIEH A R & MK 1 AT HL o BE L % A
7o AEIVEREER &R AR O RECIE 24 TN %
L I OMBIBIR MR ® & N7 (r=0.650, p<0.01)
(Fig. 6 D/E), — 5, IEHRE £ 7213 SPE FEDO ARIZR > THK 4
DRENTHES % &, M ICBIEMEI3EE0 5 Nl dh o 7z,
MEREEICE TS FROHANIEERD & s, Hats
WA REZZITIZES 2o 7 (Fig. 6 D),

Fig. 7 CTIEH AV OKE TR O RO 1 HIRE
R E X O CCr & DR &7z JRE A HEH R (Fig. 7 ©
7E) EHEROEREDOMGTI, 2HTHNTT % LiliEICA
DOHBARIR 2SR &4l (r=—0.473, p<0.01), X 51T,
SPE HED AP > THEN TG 2 & RO KR 5
72 (r=—0.243, p=0.47), Fig. 7 G E VL DORE & IR
WD REH D CCr DEIEM: % &7z, CCr D W HEIRGI Tl
FERFD WIABE D E HAL A SN2 b HEAICIEES &
225 72 (p=0.054)
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Fig. 8 TI3 T4 A E & FIRFF O RIEI DI Cr fHE X %D 7 (1=0.561, p<0.001 & r=0.542, p<0.05), Z
O BUN fifi &£ OR#E % A7z, IEHREE SPE #f2 2k & L DHBNZIEF#EL SPE B, 4 (<R THGT L 72854, BY
THRNTS % &, HiAVMAE & i Cr ik X O BUN flidfl  #PEEiRo s ik hr o7z,
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Table 3. Stepwise regression analysis between ASBP and the selected parameters
Factors Sum of SD DF Mean square F P F(0.95)
Regression 5,409.32 2 2,704.66 15.27363 2.42x107°%  3.304817
Residual 5,489.493 31 177.0804
Total 10,898.81 33
Parameters Regression coefficient SE SRC PCC F
Constant 2.44124 3.81085 2.44124 0.4103872(p=0.526)
U-Prot at delivery (g/day) 6.396863 1.840764 0.542478 0.571429 12.07641(p=0.001532)
Interstitial damage 0.553013 0.276833 0.313682 0.371606  3.990565 (p=0.044596)

DF : degree of freedom, Sum of SD : sum of squared deviation, SRC : sum of regression coefficient, PCC : partial correction

coefficient, ASBP : increase in SBP during pregnancy

Table 3 Tl& EF2®D Pearson DAHBAMBNTIC W /zIHH %
PR & L, HEIRIRF O SBP & HHFERF D Z 11 L D7 ASBP
(mmHg) (FIRIC X 21 A 2R ) 2 HIVERE L, %
NS FWIR T DL HfFhT %2 3l A 72, ASBP 12X 2 FilA
TIZEHD Y, HIRKFO eGFR, IEYRRE & HER D 1 H
HEARYRM R, AEFEER, PR ARE, HER BUN
WMoz, ZZTEBICZD 6 NT 2L stepwise L H
figbr 2479 &, ASBP=6.399X (HHpERF D 1 H & H Rk
) +0.553 < (Bl OB REE) +2.441 & DlJREEI%
RO SN, ZORD S5, ASBP OFHIKT L LT, F'Eﬁ

HREEE & HERO 1 HIREAPEME D 2 KFH7R%
niz,

SPE % — 3 Z8% e L CIRE A PRME G, FHRkRE
& DB % ROC HH#IC TAENT T % &, area under the
curve (AUC) 1R BRIRIE(L R T 0.95, FIEFEEHELIX 091 &
B B % 38 72 (Fig. 9, Table 4), 46 OENTICE T
% cut-off flH I RERIFRE(LHE TIE 22 %, FIERERLIL 24 %
Thotz,

R eGFR
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Table 4. ROC analysis yielded predictors of SPE

AUC Cut-off value Sensitivity (%) 1-specificity (%)
U.rlnary protein excretion 0.70 0.18(g/day) 75 33
(just before pregnancy)
Global glomerulosclerosis rate 0.95 22(%) 89 13
Interstitial damage 0.91 24(%) 67 0
eGFR (just before pregnancy) 0.86 77 10

ROC : receiver operating characteristic, AUC : area under the curve, Youden index (Sensitivity— (1~
specificity) ) was used to determine the cut-off values.

z =

1. BMBERBEEREEICS T B1ER

HARE NS A2 Cld, 2007 R0 BRI EEE D IR 1B §
LZHDOF & 1% LFE L TBRBEZEOEIRICOWTD
Ret2 R L7217, B EE b O BE OICIR & @ H DIk
EDEVIE, OERZGLMERIMET T2, ORI
NLREPBRELRGGRH 5, QBREEOE{LDH D 9 5,
ZETH D, BTEFE TIT IgA BHERE DHIRGIC BT 2 &
THEROBEZD %\, 1990 FRDAF T DG P HIL DK
KTOHETIE, TgA BHEERGICE T, ERAEIIE
FEOBEECE PRICEIFELLZVI EBRBIN
721209 5, IR I B RE MR T LT AR T O
THRIEIARTHZ ET2HELH 219, £, JEIgA 1Y
GRS 58 ERE DICHRGIIC 3\ > THEFT L 72 BRI 2L
FRUSEE R I 2 LT 2l b AL N2, 2o
IO nEREHEAZS L, IgA BUERE OIEIRE] O FEIE
IETFYAbWERDLEL, BTLL—EL L RBIEES
T, PIH ORMINZ PRICOWT, R, Suzuki
SIEHARANIC B BRI 2 7 L, ANREDS
B OB HECEITED Y 2 7 & e iRtz R LY,
PIH O PP O BEEEZ @I L T 5,

Z ZCAWMETIE, 1gA BIEERFHOIIRGICE VT,
V2N B A AT v U B (SPE) 12 i H U C R IR % 5k
ATz,

2. SPE RIEHE & T OEERF

IgA BFRE B D IENR & IR o B % e L 7<
b K2 0F981%, Packham & OB M CHEEZW S 17z
70 D TgA BREBEFOHRETH 2, ZOWMEITB VLT, IE:
BRIC & B EIUEFAEIX 52 %I, IREATEIER I 62 %
I, EHEREIR T IE 26 Bl AN, KRIFEICE LT
SPE FEIEHS TgA B BH DIFIR Tl 38 DI AT,

JRWEAETEIZEY L €, Packham & O Tl 30 %I 2.5 2

EDRENY, [AREIC Whitworth & 7% 23 %, Jungers 573
20 %, Abe 5313 % & L, BREEZOIEIRTOIRE
FEEHRIEE & 2 10~20 % L HfEE SN 2500, SHobitb
MDA T S IZITEHHE TR IIECERIZ 3.0 % TH > 72,
flEFZH DR TORRBHLTIX 1I~2%E SNTVE I LR
HEZ5E, IgA BRERRELCOE W) A 7HTHDL L
ICHGRIE 24, SPE BETIE, ML, HARMAERE L b
IEHEEEL DA% o7 (Table 2), Lo LEMRESIZH LT
HAERAEFERHEHFECcH D, L HHREHREIEN S
EFEKL Ty, DF D, SPE #FCIZIERTZ 59
TV % termination DEFEDIRE W2 L1242 553, JBICiR
7 termination D)L H 5 LW SN TWE Ew) T &
26, FHES L EBRANAT S 2 D REBRE 53 - 7 &
EZ, ZORIBEL TS 1% SPE #ECTOMEME DL
PR X L7z,

SPE |2 72 2 fEf Tl IE R ITIRFEIC HE R, fLIRIRF O SBP
% DBP 25 WHEAIIC & 2 (Table 1), %72, i Cr fH,
BUN, UA fii, CCr b IEHHIPHNTIZH % A% SPE JEH TR
WIEANC & %, RO BB OMHMRIE S L, HERO
EBHAD SBP & DBP & &4 HRICHBIL, FrCHERICH
M & 2> T 2 BH TR, SRBRIREIEERDY 15 %D L, [H
BREEDY 10 %L L EHEE SN (Fig. 2, 3), 2416 Dff
RIFBARDL I THLD, BUEETICZDI L2RRL T
FSCIEER D S,

IR DI L, 2 OB OIE ER % P 2 Bk
KT, WML F &R O I O i h 38
M3 ERABNTREY, bbb OEHED S b, I
PR O M B RE A I #IBHINTH > T SPE % JEhiE
T 2 A[HEMEIE B B 720 (Table 2), & D LLAiER « HED
72O, EURET O MU R E A OFREE % B I E T 5
CEDVEELWEEZ N,

HiT & 1%, preeclampsia IZE T UA i EADBA SN, Z
DIFHRDIRIE 7 ) 7 7 v ADIETFIC & 2 ERTH % gtk
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2R LT3 R D KBBIISE 1235 T Roberts 5 13,
FHIILE D A& 72 & FRRIBIMAE 1%, IR & R PR
HAKERDOY 27125 2 2R LED, SRop%ET
UA fifil% SPE B CHEURIG I I3 W EIANICH D (Table 1), X
SIS HEERFICIZH BRI U 72 (Table 2), Z OFERH
5, REAGHS PIH LBHT 2 2 ERBI N5,

3. SPE OIMEEFOFAREF EZDEFICET 2EE

RIFZEDKEH, SPE F&hik O BIHN 1 & S i Mk A S
KERE, BEERE, 1 HIREOPEME O R0 C, LEMRHTH S
SPE DIE FR DO PRIETFZMETd 2 &, kA EEE
WHETH D I EWRBI N, F72 ROC BHTOFER)
5 % (Fig. 9), SPE DR b (B 72 THIA 1 13 R BRI LK &
MEREEEThH -7, ORI, IgA BHERE DR
KB WT, RN O SRBRRRE(LR 22 %, MIEIFEEE 24 %
FLEE & 9% cut-off fii’Y SPE O FHIE L L CHEE L Bbh
7z (Table 4), IgA BRE IR PR RIFCH 2 L RSN
T2 HDD, IR%ZFIRIC L 25 E BRI o
[FRITE LD TEHEL Bbir,

BT Kenny & (%, R MUE BORE (X AEIR W1 0> © R AT
WDSEIET 2 T LIS X D FIET 548, IRBIIE Tz L
A EEREIRTH B a2 ERE L, FUNZEsEEE LT
Wh, %o ESEEO 7 2 2 BRI E RER e —h —
LT, R ORI Bt L Tw s,

PIH DJKHE D HL T I A N B RE R 3 5 L2,
K D soluble fms-like tyrosine kinase 1 (sFlt—1), soluble
endoglin (sEng) DSJFEH D—> L Z 2 5T w35 MR O
FHAIIE IS sFlt-1 & sEng DM A ANEMEIC % % &, IER
HIMEREDOFRIED ) 2 7 3Fw I LM I nTw
2% ¥, PIHOv—h—E LT, lih7>Fbna
VEVIEEDOETOERLEH SN TWw 37,

RIFZEDFER & P, BB EH OIEYRIC B W CHEYRHT
DB MARERELED & SPE FEIEZ FHIL, I 512 sFlt-1,
sEng 7 VF ruvEYREDY—A—2HH L THY
¥RE2TH2IEPHEELEZ OGNS,

KEAFERESCIRERNCER 2 258k E LT,
Table 5 ICRTEIEZH L TWE, ZOh»THRLER
BB R b ORF AT, JEAR, BEEOKT TH
32 EIFHMNTH Y, IgA BIEREDITIRICE VLTI S
NOBHETFTHA S EY A7 IRENBEEINL 0, &
AR XD BHRAT R S i SN Tw B BATIE, #
DEOBMATHEL, XVMELRFERIDELE RS9,

DLk, AWtFsH & SPE FIED FHIK 1 & L CE Ao
MATRIZEECH 5, O ICHFIRT, Fotd, FEEN, &

Table 5. Factors affecting renal function in pregnancy

SBP =160 mmHg, DBP =110 mmHg

Urinary protein excretion=2 g/day

Serum Cr concentration=1.2 mg/dL

Platelet count=100.000/uL, hemolytic anemia
Elevation of AST/ALT

Symptoms associated with central nervous system
Epigastralgia

Oculi fundus ; bleeding, papilla edema

Lung congestion

0 N O ON =

[¢e]

SBP : systolic blood pressure, DBP : diastolic blood
pressure
(Joint National Committee in USA 1990)

5 WIFEROINE, REAIRMEOEMHITEETRETH
%, 5%, CKD HFDRELITYR « M - RO 7 D ITR
EIMEREOWIZE I X SIER I ¥ 2 0ENH 5,

FEH

TgA BOE 5 ¢ V3O EE AU AT R & I HE BHE (SPE) O FSAE
138 % LR TH o7, £72, SPE FIEDFIEICBIHT 3
TWRET & LT, FICHBRANWEERZ L 1 HIREAHRE
wEOVEEE Bbns,
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