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o A M IR B A Y SCRFIR T

P HBRFRAFEFERERFER

KEEWR BB R AR XFET
FESES  R692 XEFRIREG A

B & M PR B 9 (idiopathic membranous ne-
phropathy , IMN ) J2 llé R UL JIE 95890 , 02 G B
LR E T WL — R R A, AR, Hok 4R
A, AR B T AR B,
PR 75% ~80% Jy'fs &t ,20% ~25% Jy4dk k&
PEo TGk HE L8 A0 i 1] SRR T %8 IMN (1) 9k 72
AW S Y BGEEAE L (HOC T S g I VA YT B3 > i
MU AGYT O7 BANAFTE S T H, BT A ik
30% EA W H R G e IR | RS e B
RGP ENA YT S A H

X IMN B85 G RIG I T T3k, BT EN A
ZHEZ RN B FH T N IRSER REH <4 g/d,
B IIRBIE R T EdH IR 4 ~8 g/d, B IIREIE W5
EEH IREE >8 o/d, BN EE IREAR 20 X
TRfaf g D RS Tt AR >6 A e
B, T IR MR YT o X TR G
AT LA 98 0 HH A B TR YT o

BT RZEIMN B A e REE K, IRE
M5 Ko 7™ H A 7K o 88 ek PRAE AR, TC 18 4 75 1 HH 492
HNGST , BI4S T 3CRHRYT . CFHAYT & IMN (1
FAGST A — IR YT B B T MR T T A
i ) A 3L, K- i A8 5 5K 3R 41 1 5] ( renin-angioten-
sin inhibitor, RASI) ()57 F , 18 24 (149 1M H 4 1l AR AR |
PUEEIRIT %

— iy

B RRE,, BEGL 7 R, T e . IMN | E A7
TE R BEIRAS , 25 5 H BRLIMAS A FETF A , 7 B il
BB TE TG B, LLBT IE R KR T

JRAEVFZ IMN BB A0 ™ B B9 (IR A ILAE , (3
b, ARESESRE, A TIEWL0.8 ~
1.0 g/ (kg « d) JAPEBRE HARE, PRIUE S 70 19 $ i
s o BB ARER (<3 g/d) TR, " EKIP A,
AT IE 0 ARG . A e i IUAE R, Bk A B
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TRIIR TR A B4 Cnsh iR ) , R 2 e HE
ZRAEANG IR (A b | fah) s & el
LRYE (N AR ) B

RER TR Riasr

LR B 5 A A BB R UL I R E , R
HURHE BIRLE AR K XHRTT TRV IR .
55300 0 R G R TR B (ANZE A% ) e R R
DI S ELRA A o LB Ry WG T DA PR I LA % B
ko HEASKEAMESBEMEARESRAR.
HeE T e 25 LA K S B R YT (L5 b K BT R
FGEERNEIF) A7 G o JUHAEAT FH A ze 1 iliG 57 1)
R IR Y A I S Y v, T LR ) R R
e ) K S B0 TR R BB Y . Liu™ 45l
IR Gpe s il 5 223697 IMN (1) 38 I5 a6t B8 5T
(randomized controlled trial , RCT) W95 #:47 T 2524y
Bt , FEBEAS [R5 58 I B XU, 3 26 T R F5 At
TeELE] + WE (TAC + GC) | # Ik 24 whERE + P &
(IVCTX + GC) , PR ZE + 2 (CSA + GC) M T IR
BRI + 3 (POCTX + GC) , Hif > & 1 e 22 11
FE, R FEY TAC + GC R GL XU B B A% T
IVCTX + GC, IVCTX + GC Jdye & A= KBS B & & T
TAC + GC.CSA + GC L}z POCTX + GC, F-45 Hi 4%
18 :CSA + GC B AU e 1%, HJZ: POCTX + GC, 1iif
IVCTX + GC &4 JXUES b =y B3y, DL Eg5 R
XFIEIRIGIT h 7 R EFETRER —E WS E M
fHo

TSR AR AT A 5 4% 5 e i I e (s B
45 FEN BB I NG 7 L B2 v, AT fig sk g
SRR, e A R e B R R S5 R A T
9B E A . WO, AEXT IMN B TR YT
AL R, IR Y S e ka7 i f v, S A7
YA EAT I I PP 255 DD R 7 Wil , R Bk &5 Tl 2
i,

I, PG 25 W) N IS B Ik 2 9 B S G 1
YER, il A5 e IMN R s, T LAfE &
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PEIMTHNIETT 9 TMNF8 5 AN 5K 0 T e 25 1 1t
B o R AR I N — R HTIR G 25,
WO T T B RE IR A R B i 4 i 5] #) Rl
Peo ARFI A RIS Y RS nl e ST B 25 S5 45 94
TR T 0 3 57 ( CNTs ) 22 8] A7 A6 AH EL AT T, aT LA
CNIs e JE3E g , SO I P 26 245 1) Ik 2 4 07 s 300
CNIs 2540 1M 285 9, KR 0] e, DA At B 24
Vb Rz,

BE-IE ZEHPFHIF ( RASI) B9 A

RASi £, 45 Ifil 48 %5 5K 2% 6 462 417 41 75 ( angioten-
sin converting enzyme inhibitor, ACET) Flfil 1 'S5k &
1T 5Z & BH #7 ( angiotensin II receptor blocker, ARB) ,
Z A G PR AN LRI 5T IR 32 , ACEL/ ARB B A 2044
il i Hs A, AT 3 ik BH T i 45 SR K R R G, {0 R
/NS 5K > ABR/ N K, T REATC S /N A v
v R Y R g s T L RT aE d AE g Bl 1 = AE
A 240 B PR i/ 2 L AP S T 1 B R A ), 1
S B /INBR B JP JBE X R 1 3 a2 M, DA ik /D 2
FIUR , B 1k B IE 2 2B 27 Ak, B S /N ek g ek Th e
H i 27 BNz i H

1E IMN J5 97 ot A — 28 E 4 372+ ACEL/ARB
KGN . Bae ZE0 % —2H R ION B IR
9 IMN 8 E HEATHESE, Hoip A 198 4R i (4F
W% <65 %) F1 133 fil 24 B3 (4Ely =65 %) , i
BEVTEE) A 77.2 S H L, 85 R BoRTE & 4F IMN 3
(GI7H , A ACEL/ARB A Lk 36 B I 45 J&) I Uk
R

Polanco %5 1EXF IMN f84 [1 % Z2 fif5% il [N 3%
PIBIFFE T A BN, HE 2k PR AR 1 B UL 7K P B B
RGNRRE R, TEEELE IR <8 g/24h, 8 ~
12 g/24h 1 > 12 g/24h By EFE Y, B K #2535
H37% 26% and 21% . [a]it % 3 ACEL/ARB f )i
S A RS EAEG, B kS Mad 80% ffi [ T
ACEI/ARB, & 2% fit #H 1Y 60% K il T ACEI/ARB,
T4 1Ny ACEL/ARB 697 52 T H & 22 i
S B P 2R 2 —

RASi 7 IMN iz FH it ) 5 78 H Al 8 1 PR R
B, T TR LR R R A, DUE RS R
IR AR, X FELAE BTURASM AL,
TE 24 1 7R v i 22 5% U0 W0 ot A S LK -

s MEEE

LR S0 /N BR A AL A 1 D RE ARG
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WRISEEAEAGE 2019 4F 5525 % 5H4 4]

FEEPIR  IMN B3 09 i A8 35 H At B2 i A
), PEAE A I H A5 (E % R 8 €, >k B T MDRD
( modification of diet in renal disease) Z{J& &/~ , A &
FIR BB, MBS 5 8 & L, B D hE
AR SRS Pl 4 BRI TS 2H 2 (Lid-
ney disease; improving global outcomes, KDIGO ) 455
HEAE 9 U LAY 130/80 mmble, B IR 257 i
ACEL/ARB 28, AR ifi T 42 i) A , n] LRI 5
M Z Rt R 259 (R 35 55 8 45500 . B S AR FH
B NI ZEN iR S DI SR B 2 & = Sn INCIFE: -{ =
PR=1 g/24h, Ifi s W FE i 78 125/75 mmHg; 2 1 IR
<1 g/24h , [ FE R 5176 130/80 mmHe,,

SiEMERNEE

NG LR 2 B0 25 A AE 1 — 4, B I A e 3
T MR B I A B XU o Alawami 2507 %
—2H 166 {5 IMN ¥Rt W & L - 16. 8% ) & K&
Ao A F1E,38% R ATES WG 1 AEIIN. &7
O A5 PRI BB 2 vh 42% S TR IR 258 ,60%
I T25% . B AR IR AN AT T2
2 5 E R E DS TR LML, BNATHE
W, JE LR M TE R RGHII 4 T4 /ML (BT =) DS Ak
T TT225% . SO, R B = BV G P 1R, I
PR bt A B W e S LA ) TMN BB 2 T 25 T4 B
A IMAS A B . Nickolas 251 I8 TMN H 355 (4 JIE ] 2
>200 mg/dL B AR %5 B AR A 1 JIH [ B > 130 mg/dL
], I T GG A 1 ok £ 0 S 25 1 ( 2
fbyT225%)) o 542 78 {8 ] CNIs 25254 (3F 40
F M TR ) G AT TR T

PUEEIRTT

[IIRE S P /N TN = R TS E- e (1N i Y. 3
SiE, 76 IMN R e L SR i DL A K ot A A
FE {4 (venous thromboembolic events, VTEs) , £ 4%
ifi 44 2 ( pulmonary emboli, PE ) , & B % i ik i
(deep vein thrombosis, DVT) , "Bk Ifil #2 ( renal vein
thrombosis, RVT) , FIHA /D UWLERA ) DVT, 2 i 3|
AR A ZE 0 B e 275 Ak S8 B R R AT
FRIWFER , TR VEBTBE IR T R — A~ 1 1 il R M
RO, FSUIBT I 1 1 a0 IR AT A2 W DR L 7 2 2% 7Y (i)
Ao O T XS 1 S, 9B I B R A
U RE 3K 4, i AG AT RE B A it (9 Ak A | N
ML) T8 5 1 00 ., 2 28 B R i Zou! T A 717
5] IMN FR 3, LA 1t B 0k e 26 (IR 49 JHF 28 BT ]
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VEAR) 55 75X il 4 e ZE S AR (5 e o 45 Rt 7 T B
PRI AR 43 22 X0 3 ok i #4 A4 %€ 35 2 (arteria
thromboembolic events, ATEs) 11 VTEs 3 JG 5 4b ; B}
FIVCAR ] A 2L FEAIG VTEs & 4E, M) ATEs &4 Tt
o

Lionaki'® il Lee"” Xt —~ 898 f§i f 3 11 IMN A
SIRFGE s A G R R I VIEs BHAFR KA T% ,
ZH R A £ B LF 2 Wi i Ik B 8 A i E &
VTEs ) 40 57 fa b N & i3 B & o &>
1.0 ¢/dL, VTE XS 2. 13 %, FFUFs2 2. 8 g/dL
YRR I 8 A R E, 1% T (B ) VTESs JXURS: 54
3.9M5(5=2.8 g/dL ML) o MIMIEHEMA <
2.2 g/dL 35 VTEs U3 in 5. 8 £ XF T il X
B IMN 3 ZE I AR 1] <2. 8 g/dL B 1 4 45
T EBUEER YT o KDIGO Il PRS2 B4 g A1, 24
IMN S P I3 H A <25 g/ L IR HoAth i #
I DR ZE I, A I P O A AR

5 % 3 ok

1 Cattran D. Management of membranous nephropathy : When and what-
for treatment[ J |. J Am Soc Nephrol ,2005,16(5) ;1188-1194.
2 Liu D,Yang Y,Kuang F,et al. Risk of infection with different immu-

nosuppressive drugs combined with glucocorticoids for the treatment of

273

idiopathic membranous nephropathy: A pairwise and network meta-a-
nalysis[ J]. Int Inmunopharmacol ,2019, 70:354-361.
Bae E,Lee SW,Park S, et al. Treatment and clinical outcomes of eld-
erly idiopathic membranous nephropathy: A multicenter cohort study
in Korea[ J|. Arch Gerontol Geriatr,2018 76:175-181.
Polanco N, Gutiérrez E, Covarsi A et al. Spontaneous remission of ne-
phrotic syndrome in idiopathic membranous nephropathy [ J]. ] Am
Soc Nephrol 2010 21(4) :697-704.
Alawami M, Wimalasena S,Ghashi R, et al. Acute arterial cardiovascular
events risk in patients with primary membranous nephropathy[ J ]. Intern
Med J,2018, doi:10. 1111/imyj. 14146. Epub ahead of print.
Nickolas TL, Radhakrishnan J, Appel GB. Hyperlipidemia and throm-
botic complications in patients with membranous nephropathy[ J]. Se-
min Nephrol ,2003, 23(4) :406-411.
Zou P,Li H,Cai J,et al. The role of prophylactic use of low molecular
weight heparin or aspirin in thromboembolic events in primary mem-
branous nephropathy[ J]. Ren Fail 2019, 41(1) :623-628.
Lionaki S, Derebail VK, Hogan SL, et al. Venous thromboembolism in
patients with membranous nephropathy[ J]. Clin J] Am Soc Nephrol ,
2012, 7(1) :43-51.
Lee T, Biddle AK, Lionaki S, et al. Personalized prophylactic anticoag-
ulation decision analysis in patients with membranous nephropathy
[J]. Kidney Int,2014, 85(6) :1412-1420.
Kidney Disease ; Improving Global Outcomes( KDIGO) Glomerulone-
phritis Work Group. KDIGO clinical practice guideline for glomerulo-
nephritis[ J]. Kidney Int Suppl,2012,2(2) :139-274.

(2019-07-03 ¥ #5)

RT3 2020 F£( AP R EEIE)

(AREETRAE)T 1995 FHERHAERE, PRAREFPERFTHREIL, L PHEKRFRAFEFR IS, BAF
E 2K A, 1997 Sk 4 4 STH ) 3038 Bl 3, 2001 44 v B A2 B AR 28 77 7 2048 Bk 35,2002 4 ) A B KA}
AP DA LA R R A BAHEA ST, BEAFGRT AL RKEZRF LRSS, ARAREF AR

TRy EZAEA

(A ZEERLEE)ZHREF —AAAREEHBAY 2 AF 4 FAZRAICU F 16 REETREA T Z A B
cEo AT KIEREFAEFRARF AR EAMAFARA T LEET L, EREFESEAERAALCRE L ERE

ES
FAB A U6 R8BI B4
EAE XL AN
R R R N
BA ARG F AR S,

ARG TG R AR, BN ERE S (ICU) Ht BF, A+ ZibiE e Aar
F R e RARE TS ANEERLE, RELGMBFEANZ L+ Rt —F kB AR W7
T2, RABBIN2014 F6 AL, e ANOERBRBEZATSE, MEH i2F TETM3EE AT

(AHEETREEE)ARAFR, K16 7,88 R, EFERF 5 ISSN1007-1042, H A 4% — F| 5 : CN42-1394/R, & 12
T, 56 B 72 4, Mk T K E S TAEH 3T A A BRAR LA .
TR A A B &M bp By oA X5 38223, RmITT AL HERIK L,

RABERHBAL . KU AL K8 1095 FRFER(AMZ L Tm i) % H

M 17 4 3 : 430030

E-mail : nkjwzzzz@ 163. com

1% .027-69378378

Pk ; hitp ; //nkjwzzzz. chmed. net



