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(follicular structure , FLS)'® B 9% 3F 5 FLS (% B
240 M 55 0 1) R 2 k1) A A 0E R A O, X T MS
KR 2 EZWHmERECEET . WA, Tk
BAE MS f8 %5 CNS Ji kb A, J0 HE I e B 41 Jifg 26 4
PR A7 T2 A 24 2 19 # EB i 2 ( Epstein-Barr virus,
EBV) L (4 B 40 M 1 40 0, B E A R T -
EBNA-1 {3 B 1A% i £L 34 38 P12 o MS 2 HEI0i
HOE AP FPERE 6T A A P — B IESE B4
M AE MS i B rp R #E E EAAE
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1.2.1 B e/ AA H W SE e b X (oli-
goclonal immunoglobulin bands , OCBs ) 1 & H Hij 2 ¥t
MS ) 2 AR & W, & CNS 1eG 8 N & A i & TE 15
b, BF 5 B UE 92 2 oh R 40 M 7 A 9 . OCBs W 7
95% 1y MS iR W A W B T R B
OCBs PHYE % M1 EC BH VE % 5 72 oF R o e o t4h,
WA V2t B A A B X BB N T
PR CBESE 2 5 1 MS &k AL, G 45 fE B R
4y, Un & 55 58 PE 25 B ( myelin basic protein, MBP) | &%
F1 g it 2 [ ( proteolipid protein, PLP) 18 8 /b 28 )¢
S 40 i M 25 1 ( myelin oligodendrocyte glycoprotein ,
MOG ) HU k™ 5 B5 6 45 Jal [l 0y b 2 ol 2 1 4 fh
B -2 BUA s BT E a6 Py ) R O A
KIR4. 1 ik .
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£ 20 ifd ( antigen - presenting cell , APC ) | 4% Bt . ip T.4p
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BAEST R, IF P IK——MHC-IL 26 T 2 5 9
B SO b I Ik £ 45 CD4" T 40 fifg, 30 T 40 iy
WAL, A iy, T 40 i S5 5 4% Fh 40 i 1~ Sl B B 46
i 8 5 0 A Ak, BF ST R WAV B A Y APC 2
AEXT MOG 5 T /N B 52 5 1 48 25 2 07 e IR A A R
( experimental allergic encephalomyelitis, EAE ) & > &
LS Z MHC 1T 9 B 4 i & v U™ A4 A &
PUOR (B Z ) T 20 i 52 5 Ah U5 1R B0 5L A4 RE ) K fiE
T A, BT EAE. 5340, fE MS B E
SR ILICIZ B 40 i G X B BT L n MBP . MOG
P APC 1B, 25 MS R HLE .
1.2.3 KHEARes MSEEBAIR™EZ
M e 9 AE 41 5, U Al 4 3R (interleukin, IL) 6
TL-12 K720 4 9% R 1 R R8T o Rtk
EHR o %, 0T HEEHMI . Rk
Wi AE EAE SRR MS BB b, il B A i 4y
WY TL-6 K 3sn . 1L-6 ] DI 3ERL T 40 i k) =
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L IL-6 Z Uk B s B HT AR, i i BT IL-6 {5 5 5 &,
0 B G AL AR Tk LA A 1) Th7 46 A
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W 1L-10 (IL-35 S ZRITR A S 5 R 1, 5%
Bk PR B 40 M o3 1 TL-10 3 BN BUP 2 &
B AR EAE fl & AP0 T B R AR IL-10 3%
N2 T 5 EAE /N B B2 JC 22 %, OF i 7 389 53 09 19
Th J R S0 BUBEBE #5955 28 0 TR It 42 MS Y
KR B R, TL-6 X TR 2 kR S AE M,
IL-10 AT DL 22 fifk 95 o 0F & o
2 RTX j8¥3 MS Byl
2.1 RTXHI4EH

RTX X 4 3¢ & 4, J& — Ff i1 CD20 (Y
N/ BB SEBEDTR . BT CD20 HTiR 2y LI B 40 fi 3% 1
Or T O HL A R B S B AR T R 64 SR BN, iE
1 B 4035 BRIB T o CD20 47 J5 J2 Ak Bl 4k Ak 1y T
R e - I IR N W U (T S o o 7
IR TR Bk 20 A AR B4R i, T 7E
B 40 i 05 A b A Rk, I, RTX Al 32 45 1
Mo BR Bk EL A M T A 52 R AR AR AR .
f AR RTX 0] 3 B 40 JA 1 H 100 % s 4 98
90% 9 B Ik B 41 i o
2.2 RTX #y B 20 i #€ i #

RTX 3 238 5 LA T DU R BL & £ B 40 fi =

St

Ot 4K W 4 M A S /9 40 8 5 7E ) (ADCC) -
RTX & f1 A IgG1 $i ik Fe Bl CD20 5 5 B T {4
Fab B A8 i Y, Fe IXI0E o 5 B 40 M 3% 1 /9 FeyR
454 Wk ADCC AERT, gk imi 51 &k — R 55 5 3l %,
B e v P A R 0 A R T OB
CL 40 i, 3 80 CD20 " B 4f J %5 i . Q4T iR/ T i 4
MR R T FyR 546 T B
A0 M TE B RTX 455, B 40w A w9 Ak, 35 B
B B 20 0 7E o &b M 48 i 20 B 5 4 1T . il
it Clq O AMAS, S BOH SO, I8 BB i 52 5
Y, S BERE A CD20 Y B bk T 40 %5 A 5 itk Ak,
MRS AL B AR N i B C3a A CSa, /D
A O < S T i R o A U (S I
N oReES R (RS IRCVE KT N DR B R B el )
PATZ AT LURS 8l caspase-3 {5 5 5% S 1 e A 1 5 5 40
M A HE R T o He b, B O B A i R 1R TR RN 1A
MR A 2 A A RTX A AL ) o oy 3 28 A7
3 RTX ;B85 MS B3 % I3 BIEAMN A L M S AR
3.1 RTX 7T MS B F &

IR 4 JC 48— /9 RTX JR 97 MS S, K& 23 iF
GUR AR IR R T B 375 mg/m” i Wk L 4L
WL 4 501 000 mg bR E, FEH 2 %, 1]
W2 F . A B & B N RTX X BB b
P 228 8 9 N A R, HAR D7 28 : 100 mgRTX,
BRI LW EM 3 A, EfE 4 S5 5 K CD197 B 4
Mo+, B HE A =1% , BRIk T 100 mgRTX,
7 AL LA N N MS i AR T R — A
WA, i R BE 5T I8 38 1T 2 8 MS 3R 97 T % IR
ik i i3 500 mg 5 1 000 mg, &% 6 4~ H — 7
B 5 0 6 ) 4 B 7 500 ~ 2 000 mg, 78 1A
W r 2 Wk T, BE S DA 4E 4557 5 (100 ~2 000 mg
Z ], 5 WL & 500 mg, 1 000 mg) & 6 4~ A fi
E—-w
3.2 RTX TN B4R

RGP 4% 92 Ik 45 42 3 ( Expanded Disability Sta-
tus Scale, EDSS) ¥E4> . & VE K %k . 4E B & % (annual
recurrence rate, ARR) | A% W 3% 9 55 kF S T2 A B 05
JEECH AR AL, PR RTX IR 97 &4CR ;5 [8] I 3 fy
RTX Jf 97 01 18] B9 A R B2 o
3.3 RTIX Bfr EMIE+R
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W, A A WD e - R, E R e DA 4T L
000 mg RTX J& &z b i 1< 045 BESR W, 0t A, 2% WF 5T
KBRSy 24 CD19/CD20 5 0 I & &
KL T MS H k5 CD19/CD20" B 4 Jid 31 % i
TeIH A& o Kim 2 B 52 & B, CD27 "L 4Z B
0 Jf AT DL AF Y E AL B O4E A R, JF 2 A
i CD27 " 24 B 40 i £ K T 0. 05% I} 7 2 4 1
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ARk, EANE A 24K T RIX 77 MS /9 1
KiK. —WIFE . 2.0 8872 HE 1
Wi AR B WEE T 26 Il & L% % B MS ( Rua-
psing-Remiting, RRMS ) H# # 4% &% RTX #i 1 (375
mg/m’ x 4 J5 58) ()% 4k R IR IT R, 45 A R
80.8% M H G THE K, ARR ALK 1.3% [F =
0.18% ,4i %k T2 fkb ¥ H 32 0.92 fF % 0,
T e s Hd 1.31 fB&E 0, OLYMPUS &
— R 96 JE B XUH BE AL X B S, 1 UE 58
& 3k & B MS ( primary progressive MS, PPMS) Hi 45
AN RTX JR 97 w3k 45, HoHs 439 (il & 42 20 1 B
PLor 4, B 24 A H%Z — K 2 x 1 000 mg RTX Hl %
BERIGTT , 45 B R B RTX 20 F1 22 8 ) 41 35 2 5 A
PR I JRE A0 I ) JE 48 T o 22 R Sk R G T2 e AL
A BUE IR RTX 2 A T 22 R R 41, {H 42 il 2 B
ZHAHIE , W 2H 43 B & B RTX AT DLl 2D 4R 1 /N T 511
B R B TR R R AL R R R R
JECY L S AN, BT R R B i 52, RTX
Al LAFEAIR RRMS &2 % UK e ARR Ll 20 7 & 38 588
JE K T2 g kb B TR B EDSS B 4r . 25 AT
BoRPYRTX 3697 RRMS & ARR J% EDSS ¥E4> #44
TR HETE N EICOE T RTX JA 7 MS /9 il K i
Kk iE .

— 5[] JECPE E 5 43 BT T 822 i MS B E (SR
BT[]y 21. 8 A4~ J1) #52 100 ~2 000 mg A [A]
M RTX i K a7, 45 2R 0 76 B 6 )7 0 ),
RRMS 4t & it & # MS ( secondary progressive MS
SPMS) . PPMS =4 ARR /3 5| & 0. 044 .0. 038,
0.015, {2 4. 6% f9 7 A ti BL Xt H 38 5% Jig A, EDSS
F& RRMS 4R %/ U228, 78 SPMS | PPMS 41 45 Jil] 34
0.5 1.0 4% ;i RRMS 3 20 [ ik ] & 41 : o f37 500
mg (100 ~750 mg) ; &l &4 : i 1 000 mg (786

~2 000 mg) ] 43 B & B, B Fp R RTX 76 B0 1%
T 1% 5 s kE £ D ARR J7 THI G4 it 22 L. 2018
LA PIUL A R AR WLEE T RTX JR Y7 RRMS | i J&
TOMS B A b a4 v ah 5 4 BF g 38 3R
RTX JAJ7 MS ¥7 87T W' . Granquist 27 7E 20138
AT RTX 5 H Al MS B9 18 1534 97 25 9 ( dis-
ease modifying therapy , DMT) , 3 4% i3 &} /i DMT | &
iR R 2% N IR At R PR TR T IR Sk
FIAK M, 25 5 3¢ B RTX 76 25 W) 4R M P 05 T i T
HE AT AT DMTs | 76 I K 52 & 5 F A% k1 58 52 A% 7
17, RTX {f F 14 5 F DMT F1 & S8R — H lig , i 5 2F
XS A A bR B P H RS E . B, S
Bl R FH A, MS R %% % RTX A R4 B 396 7 B2,
AT TR R E RO P, R Bk MS B R K
LR
5 ARRMN

RTX J697 AN B J5e 85 UL 14 2 i 1 B 7, A 4
KT H IS A I I L B 2T 9 5 R
O R E VS R B R Sk Sk, T RE R
AR R IR A R 4R A E, 2 R AR TE SR — IR T
RTX 910 o Sk 9 5 i 3 S, w] F RTX 3497 1 7 LA
A5 3% 25 11 R K L 2 B, I EL B E T 30 min L)
50 mg/h ik g0, Z )5 18 & 100 mg/h, 24 kg
LTRE o N S A VAT AT R L S i T S o . LN
MR IR AT M 2 R OS2 R T R P
A A, o, SR DL W TE RN W R G R £
W ZHMS BF X RTX AR 22 , 2 A% 450
ARRN . BH R B R RTX 597 MS J5 H B i
Jok I A S A M o A L R E
6 DEREE

MS {9955 XL A U0 2K 9 HL D AS B, I Sk F 9T K
B,B 4l 25 MS i & A HLE, 1 RTX 1R O $it
CD20" B 4 f e 14 , ml 38 55 14 0 B 4H ML 1 5 97 MS,
Z2 AN I B 3 36 R 9] 4 38 EUE 52 RTX B A R4 19
Il PR 97 35CFN i 32 1, (H Bk = K W BE U5 808 . it b,
H A JC B8R 9 RTX 34 97 70 it 0y 58 R 0 A 3R 7 71
9 H# CD19/20" B 4iffi,CD19* CD27 " i 42 B
M E S MS R SC R W] B AF 4R S
RTX [0 [ JH 24 4§ J5 11 35 5 #F — 6 WF 58, RTX A 1
HIBIT MS A 3259 .
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BERNEEERENEEER THELZHEL., &
SCOHE X I AF S [6 9 4 BPPV T3k & £ J5 RD 9 AH %

DOI:10.16636/j. cnki. jinn. 2019.04.021

BT E A — 253k
1 BRLEHRRE

RD MR &R RA N 13% ~61% 151 H Bl 1E
FREMEM LT AW, 2 1 A B RD i k4 508 5
CFEE30% LT . EIRE " mils vk by 7 284
fii BPPV & Tk & )5 RD By kA0, 45 R &
I BPPV E i )5 15 K .30 K .60 K K& 90 X5 RD
M kAERGH N 23.49% 13.67% .9.29% I
7.75% o Ak X T RD Hf 22 B ) () #F 58 A0 XF 38
A 2013 4FEDLHT Y — SE A 58 $E 7R, RD |9 - ¥ fR 4L
W] 29 M ECR B A RE Y, E L,

EEW B LW Z A5 SRR H (17411964000 ) 5 L HHIT A -4 (18PID023 )

FE B #:2018 — 12 - 25 ;£ B B #:2019 - 05 - 25
TEE B AT LAFMR(1983 - ), A, TR BRI, T BN 0L T A 18 B R

W
WBISMEE (1981 — ), T 181, B 32 4F B i, 32 %2 )\ 3 (% 5 7132 20 B % 92 9 F 58 . E-mail; david _chen8106 @ hotmail. com,

XA

(1972 =), 55, Wk, AR BRI, 222 M 0 A5 AN X O W5 o E-mail : iujr021 @ vip. 163. com,



