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[ Abstract |

clinical manifestation of nephrotic syndrome. Rituximab ( RTX), a human-mouse chimeric monoclonal antibody, is

Minimal change disease( MCD) is considered to be a kind of podocytopathy, with a predominant

currently administered in the treatment of immune-mediated renal diseases, and has achieved certain curative effect.
In recent years, the research of RTX in the treatment of MCD patients has made some progress, which enriches the
treatment options of MCD patients. In this paper, we review the current application progress of RTX in MCD patients.
Rituximab(RTX) ; Minimal change disease( MCD) ;

[ Key words | Nephrotic syndrome ( NS)
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' 2% 5 1E ( nephrotic syndrome , NS) J& i 2 F
SR G R, EE SR K & R R HILE | &
FE K M 55 g ILRE 1) — LG ACRE e A, L b i/ Vg A2
(minimal change disease, MCD) & NS & UL BH2E
Rz —o JUHAEJLEREAARH,90% By FE &P NS J2& H
MCD 52", gk MCD JL# K HF N 0.23/10 77 ~
15.6/10 J7 , A KA 0.6/10 J72 . HEAST
FBRE ML RRAYY (R E AL R
FRAG) b TEBAT S SAE Y 20T 0 2 B A1 A
I TG 5 77 0 S 28 I T 3 P B T i 475 90l
CWERREHM R 22 BRI 51 B AA T T &,
KREFBE P RIFHZAE . (BX T EE & %
R MCD, LA ML 5697 7 978K
FE, R RIB B MERTZ — 12 FAPT (rituximab,
RTX) &—Fh N/ B & L e LA, 2 i /N B/ CD20
PUARM AT AR X Fab B AN IgGl HUiRfEE X Fe
Bebgi . RTX T2 AMR B ik EL 44 g CD20
PO, SHAR TS A TS AE CD20 FHYE B 41"
RTX Wl i TR 97 AR 75 bk B, Bl s
Iz o T 2R e R G iR YT , AR
FUIE T RTX 5 A 3R A (BR) ez il A8 LL
A DA AR 2 S ) 2 3, TR e 9 i 48
{ I RTX AT AR S s &2 & s o RTX A
R—Fh B 4 iR A, 7E B IE TR T A A
ORIV, FEIR YT MCD 2 2] 175 BR B 4 ff
TR o e R ALEER . BHETLE
MCD S35 730 C 3RAGAH XS 7859 e , i X i
A MCD (% Bl R Bt A5 T — 58 HER , (H X T
RTX 7£ MCD 597 T i B AR R 25 77 28 e mT e b B iy
S B T B RS AR . A SC N RTX
FE MCD g o ik i A 1453k o
1 MCD %7 #L% % RTX {ERAHLE

MCD 2 —Fh L NS Sy ilfa R 3= 8L B0 , 72648
TR AR AR L B R A N RIS, H AR
BRIz 0 R KRS I R T EUEY
TR . 0T MCD B & L, R Z2h R 4
M 2 B R, e T 4D RE LR &
TR EE R ZE, FAE 1974 4F, Shalhoub™” 3 #2 i %
B, AR MCD J&— P e A R0, E25 i TAL
RGP R PE T 40 IG5 S e i e v, P2 AR T —
TRt B /N BRIV AR AT B 1 1) 9 28 PR, X A b L A
LT R RN Y 2Rk I RE, 1 AR R A
Jads A, T SR R . Boumediene %!
) —351 2 UL BEHLO BRI St E S, 78 MCD f 2 i
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it AR T 4 MR A A AR b LSRR Y. B
H AT FA TR bk B PR P o B L T i) 2
S RE SR MERR IR . tAh, T B 4Hi AR
Wy RIAE MCD JR77 i B i s I, BUAE SE 2 5%
THEINRE] B 40 7E MCD & bt e 4 1 21
Flo —TIFHbR s AT VR AR 36 R, 24 B 4
MIBAER S, F o> B W E AR R T W, mis
85 % FY S AT LAY /D G i ol 70 i) ) o s AsE F— Ao
S A GBI R, [N TE B ARG 5 A R
M K. RE B 4IfIfE MCD &5 i HARHL ]
WATER HABZE N B 4112 5 MCD %95
HUEIA PTRES AT BRI A5 56 (1) Jamin 2605 4600
Y2 ZRFKR Wi /K f# -1 (ubiquitin carboxy-terminal
hydrolase-1, UCHL-1) IgG , ;X Fi ke s PR 1] S 22
AN B, O ELTE BRSNS A R 1 f
M3, 5t UCHL-1 TG By 7K R85 fif 0 Lo B2 W
BIHE, 9T UCHL- 1gG A T REZ —FP LR R4
A H BPUA B R RIE R BRI A, (2)
Kim ZE1 ) 7E B PR R B 40 AT i 2 A 4
JLEA 7, SN ) A A R X — R T
AEZ 1 400/ & 4 (interleukin-4, TL-4) 1 5 40 i A
# 13 (interleukin-13 ,1L-13) 5|2/, L4 75/ RARRY
PRI 25 | B A AR A R, TL-13 ZE R B
KWATLAEFEE K. RTX AR —F0 B 401 FE57)
TEIRYT MCD Hh EEGERFTHFE B 4 FEL B 4k
- DRSO AR VR, L R ) 2 )
PARGRARE 53 S BT RS 240 A A 1 40 e 2 4
(antibody-dependent cell-mediated cytotoxicity , ADCC)
Ik MAA RS 21 il #5:4E A ( complement-dependent cyto-
toxicity,CDC) *' . ADCC: ¥ SEFEHL IR [ 1) Fo BEt
FEAMIZE 5, IF 55 NK 40 Ok 200 i | 15 I 200 i 55 24
MR F ) Fe SZARMIZE G 175 O DG A i 54
F i A Gy By R AU AE T, CDC .t CD20 4t
WEEY) SHME Clq 454 )8 3 T AMAZ i ikfe, &
oS R R B, Mok B C3 IR R, X sekb
TGPy e A7 AR T, Xy €D20 [ B 4
MU B oS3 AMEBRA SR PR 2 5, RTX
A LA T B i AR il
PR, RTX AT LA ECHEAE ] T S 4 b i B Ve o s
B R iR — Tis i 3b 25 A ( sphingomyelin phosphodi-
esterase acid-like 3b,SMPDL-3b) , M 47 /& 5840 1,
W R, I AR — i B b AR R R sk A
RO PEA ML EEAE . A RTX X F T 248 Mt A7 7
P IRE . A O T IR S M i/ s e
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RIFFE " IESE T RTX X T 207 B HA 9815 1 o
TEE B HEB G , AR5 45 MCD & % ] i
55 CD4 " CD25"*" FoxP3 " T {47 41 ffd A i /b . 11 41 i
K2 BFIKL K c-Maf i SHE A INA %, %
G RTX Y87 ALAN TR A &, Pk
A B/ B[Rl EsF iR A4 CD4 " CD4SRO ™ CXCRS T
TELA B 240 L P DR LA K B AR R A T At R RN e A 1
E Va4 HEf CD4~ CD8 ™ T il i & 1y Fa 5, RTX
TEP X 4L 5 MCD %A 51 T 4 ji R D e
R THEEMMEM. e LA MCD #3897 I 2
H U RTX B T AT AT BR B 4 b, i 8] 749 2
UL Pl e R R ELTE R

2 RTX 7 MCD E& iy H

2.1 RTX #£JL# MCD & F N H RTX fHF
MCD 8 3G 7 IETE B W 2T AT o B X
TFILE MCD 835, Jo H 200 %5k R 2 WOt i)
MCD &L, RTX {97 85 B 445 8 T HH X 72 5 19 IE
Yo Tijima 2570 Xt 48 {51l 451 %5 53 % o 3 28 M 1 R
JLHEAT T RXT B 56: , K 52 138 Bl AL 73 o i 6 4
(RTX 375 mg/m’, 1 W/ &, JeyE 45 4 J&) Fxt id 21
CLRIR, b By U AR B 4L ) , S X Il i 2 &
BFE] (101 d) be#g, 1l 2 7 2 & Bif ) (267 d) B
SRR, HAE 1 AR 500 4 2 % R0 B AR T X%
HEAL[ RTX 41 (17/24) , % BE4L (23/24) ], 55—
Z UL BEHLXT IRBFFE Y AT 30 il R R R
e FEHCHE ) FB L, 52 3 BEHIL 23 Sy okl BEREH (R
) PB4 (RTX + RIS ) , AR = 4%
AR5 S it , AE R T 1 AF 5 & 3R RE AL 15 4]
BILHA 14 6158 KRB ALCA 1 8 LERENL 2
MG 6 A H R K&, AL 2R 25 7 G 2F 3
(P <0.01) , 5%} HEALAH L, 1056 41 52 % XUBS: R AR
T 98% . Boumediene 25" 4R5E T 23 {5 W 245
R 22 Tl R il A TR0 A B) 2 T R T e S LA
BRERMEIL, &I 2 e OBUE | R B
55, B LAEGE SO A, AL 23 Ry il g 20 (10 451])
BRI AL (13 7)), a5 41 90% 1 /8 )L AE i i
RTX /0 6 4~ H e TE A R4y 56 42 22 i ( complete
remission, CR) , 3 H.A] DAAE VAT 1 B v a2 7 0 20 5
15 Al B 92 490 1800 245 40 5 i 2 8t R0 4 A8 )L AE 28
(rPOLEFIRIZY N 7.3 i) WA ERE Ko ik Seil e 4R
VEHIFRATTRZ AT RTX J6R 97 90 2642 e sl 2= Uk )
MCD B LA A B . BIER T B A&, RTX
X T UER T 27 8 LAY 22 i 5, A Rl ge i 1B 15 1
TEMNBRMES, 2422 H I RIX NG T

S 2 A R o 2 B R AU ) R 24 A )L
SECOX TP B0 & AR B HERR D H AT A TE R, Xl
FERBATIEAS S W58 2 b, /T LUK RTX BB A 4L
AT R A AT i — 20 050 S B U7, TS
HAWIHGE— 4L o

2.2 RTX fER A MCD g5y RTX AT
B MCD S35 197 208 2= AR A B E3E H i
— BRI B 0, RTX Xt F 5 A MCD 193897 5K
FALZARXT AT . Munyentwali 20 %5 17 BB
MCD 8E#AT 7058, 2 E A RTX JB 7RI 1Y
sz T RIIBGRIGYT , Hob 16 sz 17 2/ 1 Frée
JEMIHRNGYY AR TE RTX —J 7R, 11 6] (65% ) &
BTV YREYT 26. 7 A A e AR &, F HHHr 9 4]
BFEAERE DT IR RERS 15 PR R e el 254 . K
AR 6 BITEF-1 119 AN 28 K 1 IR (BAEI ]
A LS RIS SR S e i 25 M A AT, 2014 48
[y —J0 2 L BRI ST 7 AT 41 P42 RTX
1RYFHY MCD AR, BE B2 T AR & AR
RTX, Horr 3 ] H 52 RTX B3R 97, 38 4%
RTX BRG 2= /0 1 e e i iimia sy . sk 41 4
BEBEYL AP AL, 55 1 41 (20 ) 76 2% i 399 Jn A
RTX 55 2 41 (21 ]) 725 & Wi Fl RTX, #E RTX
BIT TGS 1 4 60% (12/20) By & 7T LU
FH AR 1 25 W) 51 4 15 G2 A 25 2 2H 62% (13/21)
AT LA CR, 1% (2/21) 353 185 22 it
(partial remission, PR) , Hov 1 #7555 — & ] RTX
BT EWRIAERS] T CR, SR, 76 P Bl Vs s
] 44 A~ F (6 ~82 ) J&,61% (25 1) i) 8 4 ik
$) CR,17% (7 f) i5 8] PR, T, Taguchi 45 ™ 3
13 fFI4E I O 51.5 % A\ MCD J8 35 i B 5%
WAFH) 7 RTX 7] DL 259820 (8 52 % BOT B
D BERE M 258 . T —T0E RTX /R B
A\ MCD —£R3657 s = 38 T 6 Bl i 34
AR AR RIUER) MCD 38, T A7 (5 452 RTX 5
HIRYT 7% (RTX 375 mg/m” 1 3/ JA), SRR 4 )
TEFEYT 6 A H e ,6 08 & 19-F1 24 h JREEH K
M 11.2 g/24 h FREZE 0.6 ¢/24 h, FHLEFKFE
1.95 mg/dl [£Z 0.88 mg/dl, 5 5 il B2 55| CR,
XAz, RTX BR 10 HITES B2 R SO R S by
PR 1 —Z3R97Hh, AR AT LAy MCD
BE—LIRIT T B — Dk $E, 2020 4R 4
BR'E AR 705 2H 25 ( Kidney Disease ; Improving Global
Outcomes , KDIGO ) B /NER BRI e 1 o [F] AR 42
B RTX X THERECS (SRS ) H At S 410 i1 571
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YR FVATT 2 U T 4 5 R R RN MCD
FHIEAR (G R i85 65% ~100% ) , JuHAF
I/ D B2 R R BRI/ B B 41 il ) 4 P T e 2]
T I AVE R 8 RTX X Tk K i K IG 7o
SR X — 7 ThI AT REL A BB 1 7 o o AT
TR AT A RTX fE A bk i 25 % MCD
BEWRIBIT IR, IFAE RTX B v 5 18 8k
DM ERE,3 ~6 N H EA BEIMKBE, W%
JEAER RTX B0 HoA B YT 5 58 SRR U, 1
RTX 4 F B A MCD 835 S 45 #5149, {H 2 RTX 17 A
TR MCD 835 MBF5E 2 M/ NREAS | (a1, B 0%
BRI BA S ILE R EMG, BRI F B
ZRREAS T B 1 94 B LT R 36 o o — 45 B8 3IF
RTX 7ER A MCD %% Hh 375k
3 ABGFIEERRRM

RTX B2 of Bk £ Hi b 1 T S 088 A 5 19 5 U
Pidis 2 i (HE AT RTX 7 B UEE v i e
FIRE B — e — b, LATERITSE £ S £
MR R G KRR e R G AT, HATHcNZ
MR T 58 0 e : (1) ZE MR R h 2
H 375 mg/(m® + ) K <S500 mg/ UK, # K
1WA ESE 4 T (2) R KGR T R iR IT
23 1 000 mg/ Y, # ki, D1 FI D15 362 ),
X WAP 25 )5 S48 B e vh 3598 00 &, 7E BRI 50
S — BT R R BOE 20 A IR 1
SB—FOr ZRZF R IR F X RTX BRI 2
UHGHEAT T AN R P B 491 0 S0 g XL R )
g — T B B P o TR IR 4 R %R T RTX
375 mg/m” 452 JH 1 Y, HEESF 2 AL B Bt
1337 RTX 0] LA B FEAE MCD & &K, it & H
IRIGHRIEEIE . (HAEEE —FP &b RTX YR AE A
HUHGE A — AW RS, A B et e v
Sr T2 R FH A FUCE Y RTX 375 mg/m’ ik
VES , AR R RO AR B LAAF T K I 8] PR 9
SR AE AT RE DR M REAS 25 R R A PR, 38 e X A
[F] 25 Bz (B 25097 3G T U . 45 vl g il
FUUHE L RO VA, RTX 78 15 WE g b (0 B4
2577 % . RTX B K092 41k H AT 215 503 38 1A
AR BRI BE A IR T U R G 2
KBS R B NE RS 1 RTX £ Gy A
SR RPN PP ) 22 A PRI b LRSI B, H RITIA
e R B BRSO RS T LAE I R T
VErR 78 RTX 4 Ao BT TIAL B (36 2 9 I 15 |
PUeH M2l ) | 00 e A o ok 3 M i 45 3k 3k
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PR BEMIIRE ST B HRE UK UK -F 35

FEPRAI , it T8 8 W B A 2 1l A R I S g oy

FASCHERR , XA B T 1 PRS0 sk AN BB Y &

o MATIIFSE IR R RSO Y & R AT BE S RTX
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BERLS BRI B B R E MCD 3% RTX IR HY

FAEF, XA B TR T 728, TR ik T L il

ANEBC KA o AR BRI RTX A RSO & AR 58

BAR B2 BR T 2 B SRR AS i 850/, R4 RTX
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