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Clinical outcome assessment of membranous nephropathy
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T Cox HPINF— R ET N2 ACTHRTEN 21T 7z, [SEEROFLE, M EE, EROBREE BETORE
B, SePRARERELRZOERE, REMRHELOEIICEE L TRET L 72, EIERTOIMNR Cre 1.2 mg/dl AR,
Y —FH 14.3(95 % CI 1.09-710, p=0.0425), SEHPRERABEGHEZ L, N — FH5.44(95 % CI 1.28-42.2,
p=0.0217) TH -7z,
B O AT oA REEd [SIEMEMI IS EIEHERICHNTERIACEUERTH 2RSS Z S, &
RENOHETFRICBAL T, IS EHERNERIENZHS HTIRE» 57,

Appropriate treatment of idiopathic membranous nephropathy (IMN) remains a controversial issue.
Whereas some authors recommend a conservative approach, based on the considerable rate of spontaneous
remissions, others utilize early immunosuppressive treatment for most nephrotic patients with IMN.

Our retrospective study consisted of 34 patients who presented with IMN between the period from
1987 to 2002. The patients were divided into two groups based on the type of treatment they received the
immunosuppressive group comprised 18 patients who received corticosteroids with/without other im-
munosuppressive drugs and the supportive group comprised 16 patients who were treated with anti platelet
drugs as supportive therapy. The amount of proteinuria at the base line was significantly higher in the
immunosuppressive group than in the supportive group (4.74+2.9 vs. 2.7+2.7 g¢/24 h). At the end of the
follow-up, complete remission was achieved more frequently in the immunosuppressive group than in the
supportive group(9/18 vs. 3/16). This suggests that immunosuppressive treatment has the effect of
decreasing proteinuria. At the end of the follow—up, 3 patients in the immunosuppressive group and 2
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patients in the supportive group showed renal insufficiency (serum creatinine concentration=1.5 mg/d/).
Side effects besides diabetes were not seen as a result of immunosuppressive treatment.

Our findings suggest that immunosuppressive treatment in IMN cases appears to be beneficial for
decreasing proteinuria, but the effect on prevention of renal failure was not evident.

Jpn J Nephrol 2005 ; 47 © 870-875.
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1987 4E2» & 2002 4F & T2 EHFE IR CHERICL D
JEMEEHE LW L7z 34 etk e LTz, B8, VA NVA
TS, BIEE, S e 8Os U 7 B EE RN ER
HlTzo TD34BIE, AT 04 FEMEREE & L RE
il s 2 a7 L7z 18 Bl (IS ) & JtfT L 2 2o 72 16 Bl G
IS IC T TFHIC D W THRMRE L 7o B MR
stage 5348 1% Ehrenreich & Churg OB EHED 12/ > 72,
7z, WESEOHE L L TOFHEDSEIL Alvaro
Torres & DHFFEY T D 43I HE VY, complete
(CR), partial remission(PR), proteinuria(PU), chronic
renal failure (CRF), dialysis(HD)® 5 £ 12 43 I} 7z, CR
FIREE 0.5 g/day DUF, MIE7 V7 S VIEH, BHEE
H O PRIZIRE M 0.5~2.5 g/day, IfiE7 V7 2 VIEH,
BREREIE S  PUIXIREH 2.5 g/day DL L, BEEREIER ;
CRF iIME 7 v 7 F = (AT, i Cre) 1.5 mg/dl 2L
L HD IR AR 2D 7: D M ENT L RRE, L&
FlLlz, £, KHBEARRICE S THERIOREIZOWT B
L7z,

Mt RE B2 OMEICIE Student t-test, Logrank test,
xPERAV, p<005 ZEEL LT,

remission

Table 1. Clinical characteristics at renal biopsy
IS group non-IS group
n=18 n=16
Age (years) 53+ 11 56+ 14 NS
Male/Female 11/7 9/7 NS
Serum Cre(mg/d/) 0.80+£0.23 0.82%0.23 NS
Mean BP(mmHg) 97.0%x12.3 96.4%14.4 NS
Proteinuria (g/day) 4.7%+2.9 2.7x2.7 0.046
Nephrotic syndrome 16(89 %) 8(50 %) 0.017

Table 2. Stage of membranous nephropathy
IS group non-1S group
n=18 n=16
Stage I 1 (6 %) 0
Il 12(67 %) 9(56 %)
1] 1(6 %) 2(13%)
% 0 3(19%)
unknown 4(22 %) 2(13%)
Table 3. Clinical status at the end of the follow-up
IS group non-IS group
n=18 n=16
Mean follow-up time (month) 75.3 80.9
Complete remission (CR) 9 3
Partial remission (PR) 4 6
Proteinuria (PU) 2 5
Chronic renal failure (CRF) I 0
Dialysis (HD) 2 2
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Fig. Probability of renal survival in the IS group and

non-IS group
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Table 4.
end of the follow-up

Association between histological stage and clinical status at the

IS group(n=18)

non-IS group(n=16)

Stage CR PR PU, CRF HD CR PR PU, CRF HD
| I
Il 5 2 3 2 2 2 4
Il I 2
v |
unknown 2 2 | |
9 4 3 2 3 6 5 2
Table 5. Association between the degree of proteinuria at the baseline

and clinical status at the end of the follow-up

IS group(n=18)

non-IS group (n=16)

Proteinuria CR PR PU, CRF HD CR PR PU, CRF HD
<3.5g 5 3 2 4 4 |
3.5~I10g 3 | 2 2 | 2 I
=l0g [ | [
9 4 3 2 3 6 5 2
Table 6. Association between serum creatinine at the baseline and

clinical status at the end of the follow-up

IS group(n=18)

non-1S group(n=16)

Cre(mg/dl) CR PR PU, CRF HD CR PR PU, CRF HD
<l.2 8 4 3 3 5 5 |
=1.2 | | |
9 4 3 2 3 6 5 2
o = I ISEET OB, FEISEENIHTh -7z, EHEHELE T
- BERIX IS EE 3G, FEISE 2B wFhbd btz

B AR O FR I 54 5%, TEREENAMIE 78 2 HT
Holz, ISEIZEHITAT oA RE2BIHBIEE LTHEAL
TWwize ZOWNAPITATOA RV ZAEZHOCT Wz, &
ZaARY) PR 2H, vru T+ A7 7 S REERIZ L
BTHolzo KIBREICESEFNXISEET 24, JE
ISEET 2O 4 BITH > 7z,

Table | ICEEMFOKEIKT — 5 O %2 R T, F
i, M, ¥ Cre, SFHIMEWCEL CTEEEIR D Lo
7o REBHKZHEL TRHISHDIZS WEREICE»oT, %
7z, A7 —YEREHEZRITHAL ISHICAREICE <A
7z, Table 2 IZBEAMFRED stage AR T, ISEE JE
ISTE L b 12 stage HDFINL o7z, FEISHE TR IR
stage [, IVOBIRZ -7z,

Table 31Z/R7 & 5 ICHRAEBIZERIC CR Z/R L7z D3,

IS BEDEPHE IIHEIRE | BID A TH -7z,

IS # L JE IS FED B 4 F 3K % Kaplan-Meier 12 X 0 Ik
L7z (Fig)o M TEAFRICAREZRRD SN h» -
7z (Logrank test, p=0.91), %7z, B4EFFRICHL T Cox
BN —F TN % O CRTFET 21T 720 ML
RFiE, A7 oA PR & @ilkE LG,
M, Fln (60 KEALE), N—A T4 > DOEHERE (M Cre 1.2
mg/dl PA L), "= 74 > OREA(REH 3.5 g/day %
2 5), HPCRIREBRZE DG, MEHRHEL DA MK
Ths, R—AF7A4 DI Cre 1.2mg/dl LAE (hazard
ratio 14.3(95% CI 1.09~710, p=0.0425)), Bu{RALERRRH
1t 9% 2 (hazard ratio 5.44(95% CI 128~422, p=
00217)] O2HHTHE CHo/ze THhbbH, "= 7
A > DI Cre mfE & FARRERRBELIZE O AR H B
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Table 7. Clinical features at baseline in patients Table 8. Association between various therapeutic
requiring HD at the end of the follow-up measures and the outcome requiring HD
No HD HD No HD HD
p Treatment
n=30 n=4 n=30 n=4
Age (years) 54+ 13 61£9 NS Conservative (antiplatelet drug) 14 2
Male/Female 17/13 3/1 NS Immunosuppressive 16 2
Serum Cre=1.2 mg/d/ 7% 50 % 0.06 oral prednisolone |2 0
Proteinuria>3.5 g/day 37% 75 % NS steroid pulse 2 |
Proteinuria (g/day) 3.7£3.0 4.0%x2.4 NS cyclosporine A+oral prednisolone 0
Mean BP (mmHg) 96+ 13 10215 NS cyclophosphamide + steroid pulse 0 |
Table 9. Four cases who were on HD at the end of the follow-up
Age Serum Proteinuria Interval between biopsy and
Gender  Stage Treatment
(years) Cre At biopsy(g)  max(g) onset of HD (months)
54 M Il Steroid pulse 0.9 5.3 15 13
CPM
52 M Il Steroid pulse 1.2 5.9 10 Il
PSL 50 mg
65 M I ~IV  Antiplatelet drug .2 4.0 15 6
71 F |~ Antiplatelet drug .0 0.6 10 29

Abbreviation :

BETROTHICEETH - 72,

Table 4 2B E LD stage 73748 & F1& L OBIR 2R
T, Stage lll, IVEFHEARREL TWAHZEY bbb 25,
AHF52 T % stage I T3 HD 283l D, stage /35 & F
BEDHL L RBERIERO Shixhr o7z, Table 5ICEE
@ﬁ@@méz%ﬁt@%%%r?o%k%%ﬁ&%%
T 5N o7z, Table 6 ICBEHEMEFD MG Cre & T
L ORfRZRY, MiE Cre 1.2 mg/dl LLEDFERIZ 4 i
2BIMNBENTEA L FEARTH - 72,

Table 7 \ZZENTHAG & IEHABNC BT 2 FHKAT R 27w
To HD #A & 7o 72 fEFIX M Cre 1.2mg/d/ DL EAS 4
Bl 24, S0%THDSIZDIZH LT, HD &% 5%
P TEFITE, 304IF 241, 7% TLIRD SN
720 MBDHICEREZRZRED SNRLoHDD, —ED
AT &N iz, FREE 3.5 g/day #H 2 % #1413 HD
FEORED 4 BID 12 DI EDTRBD 5o Tz, Table 8

AT & FEBMNTBIT DIRE LR 2R LTz, BEHTHITOIRE
FORHIIIFRD S iz,

Table 9 IZARIABARLICE > 7z 4 BlOEMR, M, R
TEDRH, R LRI E R T, LI OER b
HF10g RO EEDIREADFIH L Tl BHTEA &
% COMMIE 6~29 4 A L HREIIRITh -7z, B
FHARR T I3RERIAREL, RME =R, HEEL EOREA~D

CPM, cyclophosphamide ; PSL, prednisolone

MBI AY 4 Bk 3 B TR 5 iz,
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RIFERE 270, R0, AT 04 K2tk
ECHYNER T 21 DR RD S b, BEHEBED
TFERARKT & LTI, &FEm 60 L), &M,
FEERF O B HEREREE O, ®IME, + 7 v — EREREE
P EREE, RRCREREBERES I E THE S
TV %59,

AHSE T3 FBZEIIR 6.5 £ TBAEFERIZ 88 %L D
WRTH->71, ZNE Kida 512 &k 2 EHFRICET 28
HD P BEAGTEEVIEH O T B EE R T 2 FE O
FEHY LIZIEFBRTH %, AFICIB T 2 BEEERE D T2 13
BRI L CREFE SN T E 208, bhbhOERITHIE
BROFERE o572,

BEEHOERIREETIE, ISEET CR 259/18 il L JE IS
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FED /16 FIZHANTHO D IZE o Tz, T OFRERITFY
B 2Y 6.5 L I RIATH 2 2 L 2 F@ T 5 &,
BB 2 7 a4 F2& @ ilfgs c RPN 2R TE
R DE AR B 2 WTREEN R S lz, T, BOK
DOEMEEFEICH T 2 A7 84 FEEE)R O randomized
control trial & 13575 2EHR TH 5, New England Journal
of Medicine (1990 4£)® O#ETIX, 4 Y HHE CTIIAT 0
A FHICAERICERDNZ B o, T A T
O A RIBEREOHTE L RIBREEO HARRMED 720, RIAK
BEBCKIZTTAT a4 FOMRIEFFED o Lz o iz,
Toronto Glomerulonephritis Study Group Ok (1979 4£)?
TY 3, 6 7 HHICZEARMGEIZNR 2580 723, 3£
DR TR AT 0 A FORRIBZED Shkhro7z,

—77, FFO A 7 0 —LiEREEZ 25 2 BRIEEE 949 fiE
FIOTEFTHE FEE BT 2 FAE]OREY Tld complete
remission IFA 7 0 A NHEHTHRIC S ol BEHE
BT 2 27 04 FIEFET, BN AT L SR 2R
TEDHREMEN D B L F 2 %, FAFAERETE, A7 04

FIERIC X D EREAD AL ST TFRPINEET 5 2 LR
ENTWwD, —F, KU Tl REGiEEORPE 2
NOER TR IIEENC IR SN G ol I,
TERIBA D iroT- 2 8, B X OSBRI 6.5 £ &
TSEHEAAE L » WA Th - 7o 2 L W EEL T A TJHE
W2 d %5, %8, Ponticelli 52L&V, A7uAf N&rn
TAETYNHDZNEY7uT7 5 A7 7 3 FOHARETE
FHEPIBEET 2 I EBRINTWBID S, K170 T
DWRTHY, A7 uA FLSORIEENHZEOHHBIL
TRESHBROMR ZHT 5,

LPER CTRIABE TR ICE > 72 4 Flid w37 b iHEIERDL
T, BPREE X 10 g/day RIS TR L Twiz, £
FHNCIHE L 72 2 P CIRBIMRE L Eil D720, A7 A

R ORG % [EE L 7z, SEHIIHIR G 2 fifT L 72 c b b
STREARICE S/ 2Bz OVTE, BRCLD A7
O — ¥ EERIZES LDERMLo e 2 ENEARLHET B
RLTWw3 EFZ 6z,

Stage VD 3 fiF 1 28 6 » H LEHIICRAB R~ cE
D, o240k CR & PR ThHo7z, ZOEREOMEL L
T, KBRS R 57 | BHEHEHE T Stage I, 111,
IVOIREE TH D, Yoshimoto 5 D' T D heteroge-
neous type IZH7z %0 TAE‘[’?E?J)%K SN7ze PO DRI &

% ¥, homogeneous type {Z—iEM: D GEIEEIC X 5 b D
TFPHREIFTH %M, heterogeneous type 13 5 G E) 1 Fr
FeLTHBY, KKK ZEEL2 G52 2 L 3T,

HREREE ROWEE IS, EFORRE &b, By
B, RFHEE L COMMmBSEET 20, IHEROMEICE
WTESREBBIEBREDPLETHL EHZ oD,

F 9]

e T D BRE 34 11 D T retrospective [ RET L
Teo AT 0A RN Z2ELREIHEEERE, SEEAICOW
TS IMHITEIEBE I L THEFI T h % MR R S
nize BARENOHET T I REITHIZEER LB TH %
WEPIFHH S TR o7z,
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