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/NP5 72 B 955 (minimal change disease MCD) & 1Ifi & -
— P AL LR AR, JUHAE LB P R I, 2k
L5 P B 25 HE Y 70%—90% , B B/ MR 25 B 9k
b 10%—15%, {H P [E A MCD 22 4E | T a3
MCD J&— g DAY B /NEREE , AR E 263 T oA W i
AR, (H ARG A T LR R A AT R . R E
MCD (8 75 He 2 5 BMER VAT I R B RLAF Y70,
RATLIS BN , (DA D BURE ROV A, 2R .
BEA ST TR, A B 22 (1 S8 410 1 790 45 1% 11T T MCD 8
# ., LACGE AR R A R BB, SRITT, MCD 1R
HL AR B TE MBS , T A ZE R IR T2 UK B
240 D S i 2 B TE VR SR LIRS . MATTTIE S5 MCD
A R . BRI ARk MCD R ML Itk FA T2RIAR
1 THES 5%

T 240 Jf AT LA 3 dek G 2 1T 2 38 PR 18 S [ 1 ) 43 Sy
CD4+T F1 CD8+T PiZ; 2 T A D REAS AR, AT LASY
=2 ANMEETE T UM MIE T A0MRA B T 40
(T helper cells, Th 2l ). XA MIHRA HLMEERIER, =

5N S i B o Th 40 M 7E 20 B 058 5 8 v iy T 20
HE WA, EATTREAEIE 53 Wh 2 Fh A0 P 1R R A LAY
BoPE L, DT JSAN ) ) B 1 22 o SRR A1 JHE S D0 ) 240
[H ¥R Hi43 4 ThO, Thi, Th2, Th3 #1 Thi7 4%, K4
A1 Th 20/ (ThO 40 ) 7E A0 R -12 FTIRER -y 1Y
V5 R ML Th 200, JF7™ A IL-2 Fl INF-y SE40HA 5,
X L 20 i PR 5 T AR AR B L R R 9 4= F 5 Tho 4 i
2oyt IL-4 (iS50 Th2 400, 74 TL-4.5.6. 10, 13 5§
WL T2 5 AR R G K U ;. Tho AH I 28t e
fb 4 K7 ( Transforming growth factor beta, TGF-B ), IL-4
FIL-10 BP5S 43460 Th3 4HMd, 74 TGF-B SF4iiE K+
Tho Zii fifg 52 £ TGE- B | IL-6 9% S 431k Th17 4, 7=/
IL-17 1 IL-6 45

feid 22 ZAERIEFE T, IS MCD 5 T 41T aER
AL PIAI G, L7E 1974 4, Shalhoub [ HF 53 H 4 i 1 1 28
PR -2 BN R T 40 2 136 25 L S S04 B DA 24 B 5 m
T MCD R AR P e I8 AR A R IR
LMCD 835 L RIZ 6 15 AE AR AT A A7 22 5 2.MCD X
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RN HURIE &5 3. A SR B B B SR G AR, g BT
TR ZHN MCD; 4.MCD B4 (15 /NRN e 2 51
UL, Berre 55 ARYBFFT A HY, Thl 40T 98 A1 Th2 40 /i
VR EBOT A Gy S T A e A PR T R L
MCD (5 . i 5 Th2 difi AR 9 TL-4 . 8., 13 254 A
FRAETRED Y, HU5EFRY], MCD £ L5 f ¥ £
BN 1G4 Hl IgE Kb TH i, X WARAIEN] Th2 41825 1
MCD fy %4 ¥, XM, Kaneko™ AY—IH%F 16 44 IR HUKH
BERGLE AR LTE CEFE4ERE 9.0 %), LK 15 A4l HE T L
# (FEIAER 7.9 %) XPIRLTHEAT Thi 40 . Th2 4RI Y
WF5E % 3 Thl 4l . Th2 40 /fi7E MCD % % 873 . MCD ZZfit
BFLUSAE R IR Z WA W B2 5. NIe S ke
W 2 YU Th2 4R MCD KB R SCHEBR TS . 182
ORI, Th17 206 4 &5t | Th 28 M AH 5G9 48 g P9 (IL-17
HIIL-23) DL K2 B 5 97 (ROR y t) FIZ63A7E MCD B % i
T MR T 00 (Treg 4 ) Rl FURH A0 MR 111
TR HUAEARR . Le Berre % A LF15-0195 i %1k
() Treg AU ST A Buff/Mna 411K P & BT DA HLEE (4 R
UGS, I HLRe Al 2 20 2 SR M A AR B RTH %
Xof B ZH H 7 VE 5 R 28 LF15-0195 5 05 4L 19 Treg 41 ig )
VAR, £ I, Th17/Treg 4014 ] GEJE MCD ALl
Z—o Treg AR S 675 A B EEIRTT , TESE SR | i
R RE AT 3 AR, B ALY CD4+, CD8+T
20 i 1 R ok S B S i S VR L T Th7 dR A
GoRETE TR HIME R, BT Th17/Treg 20 i 4 i 7 s Mg
T RAEEEAE R, H Treg AU EAA S S5EURIEA 1 H Al
i A A L S HE— PR R
2 BYMIBSHIR

B 4iflJe 2 5 AR M S e i B EEFR YT, CD20 43 12
— Rl 33 & 37kd AR BHEALBE R 1S B A BTS2 14 1
FHOE, ALHE B i i 3Rk ™. ) 2 B4 (rituxmab RTX)
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JE—Fh AN R SEREDUIAR, HATRT ST 2R W S EE s S
FRLPA T | AMAHK IS PE A L R (CDC ). PR 200 M 75 7
(ADCC) = Fhig 423k Bk CD20+B 41 . it — 2L £
Hu XU | BERLX R KR T A RFSE 1, A28 i vy
DA %A 2 R A ) MCD B LR 2 R I 01 2
F W B 4 g 72 MCD % A= (455 2 A B 7 ol 3 SC B4
[10-13)

Oniszezuk"" % A\ X} 52 & (1) MCD JUAF 8% & it B 41
JEE AR S BT RIFTE v A 3, 3ok S A O RS R A I 7T 3 L
1o TR MCD R P A 5 i S8 A e o) AR . (B
TREE A , 2 PR R UK SRR B A % V1A 5%
WS IRIE I 5 A 1) MCD J8 35 (1 1L B 48 ML A1
(BAFF ) X T2 fiff i) MCD | R A MR B g £ 85 M R X 1
A BERT S, KA 2 LS BAFF KF R IEARC.
BAFF Z{£& (BAFFR) ] TNFRSF13C %[ %if%, & B i
FE AT Z —, 2RI B 4k & S EEH
2, TEVF 2 e M TR BRI HH 5 7K SF- (1 BAFF!Y,
P2t AR, 1] rF 5 E 20 55 3 0 f9-5: 30 BAFF
KEFHETAT BEE MCD RAEMA T Z—,

3 R4AE CD80 B 5%

CD80 (X Fx B7-1) J& 1745 T 40 Jitd 52 1w 1) =0 22 o 3%
g3, EEAE DC 41 NK 4101, 16469 B 240 M S 2 20 g
Rk R AE S k513 43 F B Toll B 3Z {4 (Toll-like
Receptors, TLRs) ¥ 1% 5 55 T 40 iy - i CD28 52 (K #H 45 &
Z 5T AR RE. 535 CD8O AT L5 T 41 i I
f CTLA-4 AHAS 51 T 4052 . AHEC, CTLA-4 Ln]
il CD8O 7E T 4if P ¥y 323k . J5 kA B9 & B 2
(Lipopolysaccharides, LPS ) A] L) | il FAF S e ik b/ B 2
A2k CD8O, LA MIF A CD8O W] LAH I WLA) FE 11 41
AR FNRLALAR AN B0 R R Rl DL R PR, 3X
PEW] CDBO 5 FLr A IE R A VIR . Yap™ 19—
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BIFc b5 B, A MCD ER% 0 1543 2 SR ) T 4047 9 25 OL]. Kidney International, 2005, 68 (5) : 2079-2090.

FIK IL-13, 1R IL-13 ARy RUAT R B 26 MCD 1y'H
FLE A R HIE A, JF FLAEAT R 40 CD8O Y381k 1 21,
Ishimoto™ 7E MCD 8 #& 1 5% 41 g 15 7% b /& $L CD80 13
K A, EAEI LT B B AR L VR P ARG A R
T, 4345 IL-13. X UBEH] CD80 Yk 5HAEHHE T4
X, MHZAGH I F A2 T 40 s B 40261, AR
G BRI
4 R

B4Rk, T AINEThAESEAL . B 4UM% . e ANMTfE S
FLLL B AR ER PR 45 Z2 R BRI ATI AR REAE HERf HuF & MCD Y4
P BRAE FRAIL, 10 MCD & AR RE ] REIR T 2R £
AR A Z ML B PMEIVE . a0 B3O, 52 MCD &
& ML A BAFF W Ty, #E— 2B MCD &3+ B 4
JE B f) 43 A5 534G F T MCD B2 Gy . 74h, 2%
MCD & 1) CD80 ik W] . T, H CD80 75 & MCD
HHYE/NER LA 2R3k, XU CD8O T RETE MCD 19 &
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