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B3L ) Crituximab % B4 i bk E 980 41 Hi A 4 2% 256 I 1) S 3 BF 5%

ARFE A bk L0 (NHL) 2 dm i UL AR GBI 2, Herp 4 R 2 BN Btk AR . W R T
R R, BB R R EEI (1] (2] AHTFTLABAN IR LR IICD20 5T A D iy #E s, LE AN
2R B IRRIL £ RTCD20 -+ 11 st BT, WS HCPE ARSI T BN MUK L2967 40 1 4% 3 4
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1.1 T A4

PICD20 Hipirituximab (B 1 B AT « NalP W QAR A% 8 [ A7 2 A 7)) « TODO-GEN
(Todination Reagent, Pierce). annexin-V-FITCi®7#&r GRINEEELY TFEAT]) . FH-463A% H 3hEbr
ar (L AZAXES) ) « FT-603 R B P PRER Sk (b mURZ AN ) ) « RM-905ATBUR PERZ 2236 e v (h [ o SR P2 A o
BE)  FACS CaliburZlimi=\4hfufX (32EBDA ) « Bio-Rad 5507 {#5¢ A hlighrd (rp [E K MIEFEAA]) o

1.2 41}

ABurkitt’ syktURg4 fiRa jill B BB B B oD P, S 10% 6 2F 1005 . F 825100 U/ml. %
#2100 U/mlfRPMI 164085757, 37 C. 5%CO,. 95%MWSELIIHFRAT P IR, 2~3 dfRfRIk, ARzl
RGN A2 33 ho HOGECAEKIHAN N, I 40 Gl 2 CD20 ik 2

1.3 BI-rituximabflfs

JHIODO-GENARiC 5 i: [ 3] #EATHI4%, rituximab 2~6 mghi A CAU#I0DO-GENK) /NI . Nal3lT 2
~6 mCi0.5 mol/L PB(pH 7.4) ZErwl, AEHpHMERT. 4, FENE] FRTIODO-GENJEH, Hrituximabik
Hro UK KARE2 minfG, WHIARICHE, £0.22 umyEARitiE. HAUEMETARCEL hy 1 dy 3 dv 5 dy 7
A E bRad 2 SR Sl

1.4 4T

W LB PERE 61 uCi/ml 3 I —rituximab, BITAIT000 pg/mlfirituximabdy il Ji A1 X 10%/ml
Rajidufferr, XJREZH HMAE RS RIRM. 24 hig, DASIARE" 4L 5 & W ilst PSR fE4As, LlAnnexin
V=FITC/PTXU RS & 25t 40 B i I T4 H

1.5 4 oA

K FHDNAGEAAI TR . 4213 T -rituximab. B, rituximabibBlJ5 (fRa ji gl HuH 75% 74 2.0 [F 24
h, PBSZEypE2:[E e, 10 000 U/ml RNaseT-37 ‘C/K¥#30 min, SRJGMAPIGEM, 4 CHEEE30 min
Ja BN, HCell modifit#AForbran iy, wmaXan X CVIEL] IE 33 %LA K.

1.6  ZRilsube
FHSPSS10. 03K A 34T B M7 2250, PR LEICR FHLSD
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2.1 Rajigifufg&c K CD20KIA %

Tt 40 A 2 CD20 4618 #8090, 27%. 5 B AU T I W0 S AL 4 ook (R, A KHERE, K%y, &
MRS, $oahEs, U 2. 4B -rituximab. BT, rituximabib B 1) SEH 20 40 0 AE K52 240175,
ko, g0, MRz, R/MNET 8L RIS RN AL

2.2 B -rituximabfbric % M vk

BlT—rituximabMIFric % 490, 4%~98. 0%, HLEEMELr, 4 CWA7FL. 3. 5. 7 d, HJSULalif ok
93. 5% 86.0%. 80.9%FN77. 1%.

2.3 AT

BT (1) BlI-rituximabd B TF 451, 99%, 13144442, 71%, rituximabZd 429. 42%, AN
26. 17%, XHHAMIrituximabZ TR AL T BB —rituximabZ] (P<0. 05) . (2) EEE25 R HPT-
Ann+40 0, WA T4, BI-rituximab UM VA T4 9. 97%, B TXT EALKIL. 40%.
rituximabZL 1. 93%FIBITALf5. 83%, VAT 44l 2 747 giil & X (P<0. 05) .

2.4 40 E A

SoFHE A 2H R T2 QO A5 4A0) b, 131 T—rituximabZi4. 32%, 131T4H1.47%, rituximabZH1.39%, %}/
210. 37% 13 T-rituximabZL T R WG & TR AL, PIZIAr i tuximabZ] (P<0. 01) o X HAIHIETG /G,
IR LLR) 454, 18%, P I-rituxinabZ1H80. 08% AL TG /G, W1, 1 TR i tuximabZlil TG /G, 1]
I35 455, 91%H150. 07% . Xf FEALAL TG /MM LA 30. 52%, PTALRIri tuximab LAk TG /M E
1143 50 428. 35%F137. 93%, RS EAS AL AEAL TR 5 AT HBEIN G 113N - v tuximabZHG /MK LA
4.89%, ‘woniyEM WkgE, SR ZE AR X (P<0. 05) .
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rituximabE A\ RS R E e iAA, i/ R2B8 VIX M TgG1kCIX MFc Btk &M, BA 5 RR BT
AARTRIFI SR AN ) AN U N, BRI P sk AT R4 (HAMA) (=28, 890 T AL e k. EREIR
WHPERZ AR L i tuximab AR HE & [4] (51 [6]: (1) R ELRT 40 Mt S 2k HLAT ek s (2) I #6597 1
PRI FE IR VE T, 3850 iR 2 2R R O R A P, Sl A% B N R B R R 1 B Y, DR R A
MU G REGRBE . PRk B SR G e b i 46 5 P S e e BE RO, P IRS T T R AR s (3) T
YRR SR IBIT R, REZE L NI EARHIRE B, IR T J BB 0 S 3R 0 I Pk v 5 4 45 4 K% 25 B0 9 41 g
FIRE A SR, XRERIRR R “AE XK ER” o DBLIRIHRE T8, M AKER . bRic vERE. fER A
AR B B T AR TE s O NSRS I U A R (7] o ARSI B B AR iC s B B Ak § tux imab Ay Il
PRI F 38 I mr 474

AFFEN, BT DUR IR Stk R i A AR S R EH . B 13 -ri tuximab5Ra j i 41 M1
(RICD20 37T J5 &5 45 1 A7 40 0 28 T ol ole 4 O IR AR A e 1) 131 T e S M /R T (8T o 31T tux i mab X 41 g
(AR 25 ZE e BT R S (R p S 2 4l M i B3 45 38 A, T i tux imab R EAMAIVER (9], 2 H 5 g
M RIE PR R S5 A, PRI I 41 B BE T (ADCC) FHAMA R (1) ¥ A FH (CDC) 5% g 4
P R AR 3 PR A P T (100 o BT i A e 4 LR I 3 A R R THT B Rk I B . B PR AP 4l 5 I e 15
CPFEL” DLRRETS R RAARTT 25 i SN, K6 PR 38 T e i B B P 7 a e  B e B LA AR I P ik
FERAG . 87 40 i #E T iR 2 0k PR BB R BT S Bk b . PUARASRE TR AMB NIEAN PR AL 23 b . Bk P
G545 JE N REAT R0OR A 35 B IR 40 B R AL, T A B S B BT AR VR T AT B A

ARSI FI TODO-GENAFE P AR IE IR tuximab Lo Aric Bk s, dric R EMLAER7E90% LA L, br
WO, WEWITODO-GENEA IR SRS PE . BT 130 T—ri tux imab T V3T T S ST (14 5T 26 of 4 = £ (4 S 2
Wi, AN PDNATZE . AZHG, R2md T DNAI R BRI AN 2 34110, i3 T —rituximab4lH



80. 08Bl A IE TG /G, M T i tuximabZUUKSE T8 i tuximab 88— fE ], BUETG /6 WK
AT 3 -rituximab 20, (HHBITAAER AR GO, BT RERIIE A N . s2a b 254
YER24 hJEHat, Ve T R ET, BB ILRERELS, flER>, BG4 p 5051
JHFRAE, A4k setiig . i3 T -rituximab ] SRa ji 40U R M HURCD20E P45 A, K 3T i 2 i 4n
JL, - AT A e 4

AW E R, Bl-rituximabfEH TRaji g5y T2 451, 99%, 1MRituximaZl{d H29. 42%, iBH%
P 20 U R A% FAH BT O S e e, A A S 1 MG TR o Sl KRS SR A, A
PO BEL L E 0 X B 2R B BRI 22 0 430, RSO MR IR E T . B2, B rituximabfEARSMNE IR T #E
(PR et R MR R, 18 & DU R R %% S IRV TT 254, EE X BAR B ik (08 v 3 1A B CD20 T I A A ¥ 97 I A
(1) F 35 VR TSR
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