Medical Journal of Peking Union Medical College Hospital

&
i

5 1R ol R B 41D I 7R AN EREE B AR X 2 BUME IR B E
i & 1 B B B AT LU EE B

IR, 2 A%, VBN, ff &P, RBF, £ O, 258, 2E%E°
E AR e R ERE U PRI ' REER B AR, dat 100730
WEES . #5895 Hiih. 010-69155058, E-mail: caijfbj@ 126.com

(HWE] BR WECRFERIAIT Ir 525t 2 B0 R B E h A R P B8 (idiopathic membranous nephropathy
IMN) BIPRRHE, ik RUBPENCEE IE 20T 2004 4F 1 H = 2015 48 4 B 7830 5T UM FIEE BE #1219 2 BB IR & -
IMN BEIGRGORL, MRAERIIIRTT I 500 B 7 W IRBEBE MG ( cyclophosphamide, CTX) ZH . 4% B B2 BRI 1 57 ( cal-
cineurin inhibitors, CNIs) ZHAIHANIAEIFH . R Kaplan-Meier £ 77238 Fll Cox 2 & BIH 04T, BN [EIGRYT 5 25t
HBE EIRZEM (total remission, TR) . SE2 M (complete remission, CR) R A& B /NERJEIL K (estimated glo-
merular filtration rate, eGFR) T [ =30% ik A XK E iR (‘end-stage renal disease, ESRD) | 23 18 IMB% > 8 mmol/L 1)
M, R LA 89 BIFF A AL FHEBRARHERY 2 BUBIRAG AT IMN 8% . ZR KR AT 7R, CNIs HH CTX 4
7E CR (HR=0.793, 95% CI; 0.315~1.999, P=0.623) . TR (HR=0.647, 95% CI. 0.334~1.252, P=0.196) K=
JiE 1185 >8 mmol/L (HR=1.709, 95% CI. 0.669~4.369, P=0.263) JFHEHILGEH¥25, 1B CNIs 4 eGFR F
[ =30% =7 A ESRD (XU B2 /T CTX 40 (HR=13.505, 95% CI. 1.512~120.665, P=0.020), &it fr2 &
BRI IF IMN &, CNIs 5 CTX VEABIIRAYT & H IR AR A0, {2 CNIs YA I7 )5 B D aE T B A XU i 2538
Xt B E TR NIRRT R .
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[ Abstract] Objective The aim of this study was to compare the efficacy and prognosis of different ther-
apeutic regimens in treating idiopathic membranous nephropathy (IMN) in patients with type 2 diabetes.
Methods The clinical data were retrospectively collected and analyzed in patients with IMN and type 2 diabetes
admitted in the Peking Union Medical College Hospital from January 2004 to April 2015. The patients were

FETH . NI EZ R P IR E RS A HORE SR H  (201521gc0707) 3 AL ETHMIEABE TS0 B #EFEET H  (10023201800101)
Flgspse. T

296 May, 2020



P 1 O 60 P9 A B X 2 TR PR AR vk e P LR A ) TR B PR

classified into three groups and designated as cyclophosphamide ( CTX), calcineurin inhibitors ( CNIs) and
other immunosuppressants groups according to the initial therapeutic regimens. Kaplan-Meier analysis and multi-
variable Cox regression were used to assess the influence of therapeutic regimens on total remission (TR) , com-
plete remission (CR), risks of developing =30% decline in estimated glomerular filtration rate (eGFR) or
Totally, 89

patients meeting the inclusive and exclusive criteria were included in this study. The multivariable Cox analysis

end-stage renal disease (ESRD), and risks of achieving fast blood glucose >8 mmol/L. Results

showed that patients initially treated with CNIs would be significantly higher to develop =30% eGFR decline or
ESRD (HR=13.505, 95% CI. 1.512-120.665, P=0.020) than those treated with CTX. However, the
likeliness to reach CR ( HR=0.793, 95% CI. 0.315-1.999, P=0.623), TR (HR=0.647, 95% CI,
0.334-1.252, P=0.196), or fast blood glucose >8 mmol/L. (HR=1.709, 95% CI. 0.669-4.369, P=
0.263) were similar between the two groups. Conclusions In patients with type 2 diabetes, CNIs as the

initial treatment for IMN might have comparable remission rate of proteinuria with CTX, but an extra risk of re-

nal function decline. We would better be cautious in choosing the therapeutic regimens to treat IMN in patients

with type 2 diabetes.
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4 (CTX4H); (2) CNIs [ il (F-Hinte)
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=50%; EMKZEH# (total remission, TR) F&RE TSI [A]
5| CR 8 PR,
1.2.2.2 'BIIRE: BRI R ES PR HIARE 1> H
TRIBETT R, AL NERJE T % (estimated glome-
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o CTX 20 22 5], CNIs 2H 48 f3i], HAhiRY72H 19 i,

RIS o o S N o N NV
(body mass index, BMI) . Fiifil[E"2) . eGFR ¥ =%
BRI, BRI B KR REMHIF (renin-angio-
tensin system inhibitors, RASi) {# J H 1 % J5 Ifi L 4¢
R (P#>0.05) (£1), 5 CTX 4 [ CNIs
AL, HARIFHR B RSGEE (X8 24 h IR
EEa =35 g HlE AHE A <30 g/L) LA
Lo 24 h R UK RE AR, 00 FE D
(P ¥<0.01) ; TMIILAE I FA 24 h JREE I PTIEE bR
£ CTX M CNIs P [RIJCEE 24225 (P $9>0.05)

R 89 il 2 BB A R PR REEM A R 1 — Bl PR R

£ CTX 41 (n=22) CNIs 41 (n=48) HABIARITAL (n=19) P1H

Bk [n (%) ] 16 (72.7) 29 (60.4) 10 (52.6) 0.401
A (wxs, %) 56.0+8.9 58.5+10.9 56.4+10.7 0. 596
PR T8 %L (R+s, ke/m?) 28.0+3.8 27.243.7 26.7+2.9 0.535
BILE [n (%) ] 21 (95.5) 37 (77.1) 16 (84.2) 0.161
BIRLERIE [n (%) ] 17 (77.3) 38 (79.2) 5 (26.3) ** <0.001
MHEAEA (32, ¢/L) 24.9+5.7 24.9+5.4 29.9+7.5*# 0. 009
24 h JREHE [M (Pys, Prs), gl 8.2 (5.1, 11.9) 8.4 (5.7, 12.4) 4.0 (1.2,6.2) ** <0. 001
eGFR [x%s, ml/ (min + 1.73 m?) ] 85.9+28.3 90.9+18.6 100. 0£12.7 0. 109
BYEEIERH [n (%) ] 0. 037

141 14 (66.7) 29 (60.4) 16 (88.9)

2 1y 2 (9.5) 15 (31.3) 2 (11.1)

34 4 (19.0) 4 (8.3) 0 (0)

4 1] 1 (4.8) 0 (0) 0 (0)
WERREE [M (Pys, Pos), ] 1.2 (0.4, 24.7) 28.6 (7.3, 121.6) * 32.7 (2.8, 63.2) " 0. 004
25 MM (x+s, mmol/L) 6.6+1.6 6.5+1.6 6.421.0 0. 880
RASIJAJT [n (%) ] 18 (81.8) 42 (87.5) 18 (94.7) 0. 569
W TR IR YT

WZEEH [0 (%) ] 22 (100.0) 31 (64.6) " 7 (36.8) ** <0. 001

B (M (P, Pos), e/ke] 0.18 (0.13, 0.26) 0.06 (0,0.17) * 0 (0, 0.07) *# <0. 001

BUARTIE [M (Pys, Prs), mg/ (kg-d) ] 0.80 (0.70, 0.91) 0.40 (0.36, 0.47) * 0.32 (0.25, 0.40) * <0. 001
BITER (M (P, Prs), H1 19.5 (9.7, 26.5) 17.6 (10.9, 23.1) 20.3 (14.0, 21.2) 0. 868
BEVIIIE] [M (P,s, Pos), 4F] 2.5 (1.7, 3.9) 3.0 (1.3,5.2) 3.4 (0.5, 4.3) 0. 692
5 CTX 48, * P<0.01; 5 CNIs 41Lb4E, *P<0.01; CTX: FREEMENE; CNIs: FSIHBERREEMIHIF; eCFR. A% B/ NERUE 2, RASI: B &M
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CTX 21 B3 A PR R B2 55 CNTs 4R Kb yh Y7 4106
(P<0.01); CTX 41, CNIs 21 Jz HAl 3697 20 12 32 4 f
B EI0IT R LB R S R AR R N K
KRR (P<0.01), HEFRIAST SIFREAR WG4 2
S, CTX P CTX JFfE 5.3 (3.2, 7.5) NH ., &
FHIE (183.0+116.7) me/kg, CNIs ZHHHFHEE A
B B0 R (2.640.7) mg/kg, FEALFEH
MAHEAER TR, IRIT AR B AR,
2.2 FFREMEERE
2.2.1 HAK

89 il H W BEVII ] R 2.9 (1.1, 4.7) 47,
BRI 3L 31 )ik CR (34.8%, 31/89), 67 filik TR
(79.8%, 61/89), ik CR Ml TR By (i it [a] 435 K 1.5
(0.6, 3.1) J20.8 (0.3, 1.6) 4, CTX 41, CNIs 4
FHAIRIT 43k CR & 43510 9 i (40.9%, 9/22) .
19 ] (39.6%, 19/48) I 3 i (15.8%, 3/19), ik
TR Z53 5000 17 B (77.3%, 17/22) . 35 B (72.9%,
35/48) N9 (47.4%, 9/19) ., MECRE AL Bos,
CTX 4. CNIs 4, HAbAY7AH R E WAL P CR %
TR RZY TG T2 (P 1#>0.05), BIEMHE,
S (<60 %/=60 %), HLMEAEA (<25 ¢/I/
>25 ¢/L), 24 h JREH (<8 ¢/=8 g). eGFR [ <
90 ml/(min + 1.73 m*)/ >90 ml/(min - 1.73 m*) ],
23 ME I (<6 mmol/L/>6 mmol/L) . RASi #HIFIIE
7 (R//) . BRI (/&) . WERWIK
(<24 >24) FHERE, Cox ZHEMIHEIR
FIRSIRIRE A A EARA TG I 2R (R2),

R 2 89 1l 2 TUMHIRAG & ITHe R M R W fE D8R
BT R SRR AR G
R SR
TR R

G L R T R0 4 LU SRR R L 0. 647 (0.334~1.252) 0. 196
HAb G YT 4 IR WM e 20 0.438 (0.141~1.361) 0.154
R R R 1) 7R 4 L FEAIRY T AL 3,319 (0.702~15.686) 0. 130
PR B AT R 40 U AR BEACAL 0793 (0.315~1.999)  0.623
HAb3a Y7 41 IR B BE R 41 0.239 (0.039~1.453) 0.120
G VR PR T R0 4 L L ABIAYT AL 1,478 (0.584~3.738)  0.409

HR (95% CI) PiE

2.2.2 'BIiRE

BEVs 118 20 B R E(22.5%, 20/89) i ER
eGFR FF#E=30%(3E A ESRD: CTX 4 1 ] (4.6%,
1/22), CNIs 41 18 i (37.5%, 18/48), HAbiRIT
M1 (5.3%, 1/19) , STERLFIRE Bas, CTX 4

(P=0.010) MHABIEIFL (P=0.019) %EFIEL
SRR EE T CNIs 41 (B 1),

100

—_— .

——CTX#4H
—— CNIs#H
------ HAtyarr 4

75

50

B L SHEAR B ] (%
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BEVIRSR) (4D
1 3 FRIERIEYTY 7 R0 B NEA S Y Kaplan-Meier 477
itk
CTX, CNIs; [FZ&1

Cox ZHZERIHHT s, BIEMER ., F# (<
60%/=260 %), HEMBEAEA (<25 ¢/l/>
25¢/L), 24 h JREH (<8 ¢/=8 g)., eGFR [ <
90 ml/ (min-+1.73m?) / >90 ml/ (min - 1.73 m*) ],
IR MK (<6 mmol/L/>6 mmol/L) , RASi #IfI51iA
7 (/&) BBMERIBT (/&) . WKWK
e (<24/>24) FHNE, CNIs KA T IEA L
HORY RS B EH T CTX 4 (HR=13.505, 95% CI;
1.512~120.665, P=0.020), i HAbiGIr4H &4 %
LS FER RS S CTX 4HAM12S (HR=1.932, 95%
Cl: 0.069~4.037, P=0.698)

2.2.3 Ik

BETIIA] CTX 41, CNIs 41 K HAb A IT 41 1
S G4 A (7.1+2.3) mmol/L,  (7.4+
2.5) mmol/L Fl (7.3+2.4) mmol/L, #H[A] T4t 2F
#5 (P=0.450),

89 il g 3 1 33 il iy 25 JE I >8 mmol/L. CTX
209 ] (40.9%, 9/22) . CNIs 4 20 % (41.7%,
20/48)  HAIRIT AL 4 6] (21.1%, 4/19), *FEFk
AARCEE N, 3 R KA A B3R 0 UG A 2
(P ¥7>0.05)

Cox Z M E 7 &, &4 FE% 5., F
(<60 #/=260 ), HLMBEHEN (<25 g/L/>
25g/L) ., 24 h JREH (<8 ¢/=8 g), eGFR [ <
90 ml/ (min - .73 m*) />90 ml/ (min - 1.73 m®) ],
23 ME I BE (<6 mmol/L/>6 mmol/L) . RASi i i 51
BT CR//) . BRBMERIRIT (/&) . BRI
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R (<2424 FRRE, LR 3dkAm
PEA R FH KB TG 2E 22 5% (CNIs 41 H CTX
4. HR=1.709, 95% CI 0.669 ~4.369, P=0.263;
HABARIFH L CTX 4. HR=1.262, 95% CI 0.250 ~
6.376, P=0.778; CNIs ZHH HABIARIF 4. HR=1.354,
95% CI1 0.328~5.598, P=0.676),

3 itig

AR R BN, 2 BB & IF IMN iR
P EH, CTX BRGHE R BTER 5 CNIs Huphiaicibe 54
J B R B HAE CR (HR=0.793, 95% CI; 0.315~
1.999, P=0.623) . TR (HR=0.647, 95% CI. 0.334~
1.252, P=0.196) 7515 L B% >8 mmol/L. (HR =
1.709, 95% CI. 0.669~4.369, P=0.263) J5 iy
TGeite425, {0 CNIs 411 B eGFR F [ =30% sk ik
A ESRD f4 XU i % & T CTX 41 (HR=13.505, 95%
Cl: 1.512~120.665, P=0.020),

CTX 5 CNIs %I IMN H8 35 85 11 /R 22 i 1 52 il 76 A
WIRFE RS R AR —30 0 A 21 AR
R PRI . 3 1000 i 34 1 Meta 2387 & 3K, CNIs
TEX) IMN SR 5 AL T CTXY | A Bs, &I
BRI IMN 835 5 LR85 R0, WIsiRyT
ZHEFE CTX B CNIs 1Y TR B¢ CR KEHH Y,

{li F CNIs 397 IMN 14 2= 220 8 2 nl g 3 305 )
R TR, (AHATC RIS REA—, WTiiE
P IMN, Sk b FIAH L, CNIs J397 AT RE 234 Jin & 2
A S B AU Y {H 2014 4R — T3 Meta 43 H7 I
R IMN B# 2 CNIs sUe bR yr e, Bohne TR
(FET:, ESRD/HE By, I UL B4 B £ | T+ 100% 5
50%) MR AFFEG #2257, ARFFELL eGFR
RLL T =30% 1 Was Rgtn ™, KB 2 BUBE IR I%
& T, CNIs J397 IMN % CTX A & 05 he T %
WU, R, XF T 2 RUBERRE B G OF IMN, 1R 8RA
75 R % B CNIs 7] fE 3 200 B DhRE# & |

AT, ARG T E R EFEERE DR
Rz WM AETE W 22 5, 25 MBI Ol o FEBE B
B e s AR RS br, SR EREIZ )
WA 243 100 311) 2 18] 8 56 LR 3R 359 T 5 il 7 2 I 10w 7K
-, P, 7S IE IR R 6 8 58 42 I WYY 7 280 I
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VE R /INEEAS [l MR AE 5T, AR BIE S8 A7 AE LT R BR
P, — i, FIERREPEMRANER,; 7 —m,
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