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[ Abstract )

The treatment of lupus nephritis mainly depends on glucocorticoid and immunosupressants,but these drugs all have

some extent of side effects.Furthermore,some patients may resistant to the drugs mentioned above,and renal flare is nor

uncommon in SLE,which are difficult problems bothering physicians in rheumatology and nephrology.Biological agents are

new therapies for lupus nephritis which have shown their effect and safety.Our aim was to review the treatment of lupus

nephritis with these drugs.
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5B ds-DNA B 443 F ABE i 16 oh 1 2 A G,
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FID A K. ataciceptif 7 JC B ESZ 2 AISLE T /111G
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F W], abatacept 5 CTX KA RIT A B T &E A
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BFER . O B TREARIL A & . 2 T 54 abatacept
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IR B0 FIAE U6 T 5, ELI 32 R4 . abetimus AJ 4E
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il 245 35 2 /0 W] DA/ T L L DT A AR e A K
FIA R ', ASPEN #F5F abetimus 3697 LN @9 11
B RS, BT PR A 4 RO AN, R
1kt 1,
4 SHXTEREEFHIATT A
4.1 TNF4#44

i M X7 TP TNF - o 2 — i it 36 44 1 B 0 4
JELF T 400 7 AR 1 22 ik, 3 2R KA AR A AR
L B3 5 BT B ARG B, AR IR BE I % L
WA CRAPE L, ELAE o R B ) A 5™ 1 e B I
SiE FI A RE (1 VR AT AL . HBIAT 3 Fh TNF- o $54024
Wt FDA #HEAfE B, e RAIE RS Cinfliximab ) 5
B 3k A B 4T (adalimumab ) ST TNF- o B, i
AR VG (etanercept) HT TNF Z AR HLA, E A
AEFE ML S TNF- o SUILZIREE S, BB AE P27
WEE, R AE SN . SLE HF I TNF K- 55
5T Sk S IE A OG, T H LN HRE B I 41 4k TNF
eIk, TNF &S5 SLE B B RS H 1.
Matsumura 28 " {38 infliximab J697 LN BIBFSE, i
HOHBAES 0, 2. 6 J8 52 200mg infliximab & ik
T, 8 HlEE S HIRIT, A 6 Bl EHIkF 5 2
R, 1 HEFENSEE RS RBEH, 1 6EHEE
R k. AANEMIE etanercept AT LN, 42757
DA IR 1, 3B BB 0r G2 fif o il A9 AN RSN A
PG | WS . KR S, BT M A TNF 4
P2 RBEA B BT, SR YT LN 04 24k
L A it Bk — A9
4.2 @ik

FLAN A 3R (TL) —6 J2& f1 22 i 4 i 43 3 11 fi2
RAEN ¥, LN B H 0 IL-6 KT 5. 16 NZB/W
/NER, TL-6 A] DU 35 175 28 J , i BEL KT IL—-6 AT LA
FELE LN KA, BORH T REX SLE B H A 5k, FLEk
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BT (tocilizumab ) & A U5 PE 1 BT 1L-6 BT ik, H
I 390 R 3K 56 R 78 SLE B35 e &k ) 12
tocilizumab A 7 SLE 1Y 8 R HUAR 1 lim PR WF 50 1E 7
AT,

IL-10 7E SLE & 3% M3 7w, JF B 5 %0
TG 2l M A DG o 7E — TR P I R U3 L B B
IL-10 HUK T TR 97 6 1R WOl SLE, /R [
P T RE IR DA B B o 1 Sk S W G A L R
WU, JERERE 3 ~ 6 A . B 6 Bl F
A Hi /N TL-10 oAk Bk .

SLE BE A K (1L) -1 K FBES %I 5h
PEFEm IR 5 MAE LN B3, 1L-1 Z K HTHAK
TR A/ NEADESE BoR, B IL-10 $0 0 B BT AR
F1#if % (anakinra) XHAYT SLE & 121 A 5K
H A % %4 anakinra 397 LN BIBFST
4.3 HtbmfeRE-F

H A 38 43 HoAb A 97 SLE /Y A= 9y il 70 15 78 BF 52
e, RS TR E IFN)- o Uik, HikMA C5 Hilk .
Toll ¥ Z 5B 25 LA L 4L N DNA [ 55254, H
AT RO Je 2 A M I T i — 2B B0 HIE
5 NG

AW LN IR IT PR T — & Big e .
BERME T 2R, JUH LIRS 15 G S
AT ROR AR Bk 7 A8 £ Bk 40
JEL B AT, I R I 45 R ) A Sk B R
SRSV E oy & 3 T 797 AV 1o =
E2 A=Wl 500 00 B U097 80RO RSN A
F 3 3 RS PR 3 5 B WA B 1 30— 2B UE S
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