o R A R T Ak
2004 Dec; 1104 ): 239 ~243
Chin J Cancer Biother e (4) + 239 -

[ZEHRE] 1007-385X( 2004 )04-0239-05

MCEA Bh-B-AEHEEFRBHEYNAIFEEAEIINFETETCHKBORG
LoVo 4 B B9 336 #ff 3¢

HEFE, RER, FFR, FRX, mEA, 8, XS EPHEKXFRFEFRHE DA
EfR-EshAf, KX 430022; 2. e PHEKRFRFEFELZFZR, KX 430030)

[# ZE] BM: Hl&H0 CEA Hy0-p- M hs 1 B ID) , R 5 e 520 P B B M , 37 RS LR SN v 75 i 24 %
LoVo 4HAYYR M RN . Foik s a8 SR I RESCIBE ) N-BE ALY - [A1( N-Zh ol Bt 7 3 )7 F R TBR( MBS KT CEA 24
SEREYUIAR Y B- AT AR SC K, Tl 4591 CEA HAbi-B-4 45 W5 1T BB IR, ELISA 1R 8 B¢ 4 09 PUAA i F0 gy B Bl 1, MTT
PAS I XS 7545~ i T 25 3005 J5 X R 5 CEA AR IR 4Rk LoVo FIJG CEA ik BUFLARIE 40 iudk MCF-7 RIRUiTER . 45
R: P CEA BYU-B- R AHE T AR IR L R4 T 55 SO A 00 5 S g8 S M SAR R T i 6 1, AR A1 B AT ARG 2 A AT
245 % LoVo 2t i 7= A= 77 S AROB M B 1) A VR A, TGk o RR 2L B MCF-7 4 TC ] i R i E T . 8518 . T CEA BAdi-p-Hii%
WL IR A R AP RIRINS & KMo LoVo ANAAYRE J1 , BB A S0 15 25 1 AT 25 44 % #0 40 M 14 o S M R A0 PE
ZH A Bt — TR IRYT .

[ X8R ] Smiidy; frmyuk; w85 midy; Kb

[ FESHES IRT35.3°4 [ XHEtiRIRAE ] A

Preparation of Anti-CEA McAb-B-Glucosidase Conjugate and Its Killing
Effect Against LoVo Cells in Combination with Amygdalin in vitro

LIAN Yan-jun', CHEN Dao-da', ZHENG Yong-bin', XU Tian-wen', KE Mao-lin', HUANG Tao', SHEN
Guan-xin’( 1. Department of General Surgery, Union Hospital , Tongji Medical College, Huazhong University of
Science and Technology, Wuhan 430022, China; 2. Department of Immunology, Tongji Medical College, Hua-
zhong University of Science and Technology , Wuhan 430030, China )

[ Abstract ] Objective: To prepare anti-CEA monoclonal antibody-B-glucosidase conjugate( Anti-CEA McAb-B-glucosi-
dase conjugate ), evaluate its immunoreactivity and enzymatic activity, and study its killing effect against LoVo cells in
combination with amygdalin in vitro. Methods: Anti-CEA monoclonal antibody-B-glucosidase conjugate was prepared to
use heterobifunctional crosslinking reagent 3-maleimidobenzoic acid N-succinimidyl ester ( MBS ) conjugating B-glucosi-
dase to a anti-CEA monoclonal antibody, the immunoreactivity and enzymatic activity of the conjugate was tested by ELISA
method. The cytotoxicity to targeted cells and untargeted cells following specific activation of amygdalin by the conjugate
was evaluated by MTT assy in vitro. Results: Anti-CEA McAb-B-glucosidase conjugate kept both immunoreactivity and
enzymatic activty. Anti-CEA McAb-B-glucosidase conjugate could bird LoVo cells specifically and activate amygdalin to
kill Love cells in a dose-dependent manner, but it had not the same effect against MCF-7 cells. Conclusion: Anti-CEA
McAb-B-glucosidase conjugate has a good character for binding LoVo cells in vitro and can activate amygdalin prodrug to
kill targeted cells specifically. This way might become a hopeful model of colorectal carcinoma immuonotherapy.
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Fig.2 Immunoreactivity of Anti-CEA McAb, Anti-CEA McAb-

B-glucosidase conjugate against LoVo cells and MCF-7 cells
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Fig. 3 Enzyme activity of Anti-CEA McAb-$-

glucosidase conjugate
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Fig.4 Cytotoxity of Anti-CEA McAb-B-glucosidase
conjugate, Anti-CEA McAb-B-glucosidase, Anti-AFP
McAb-B-glucosidase conjugate and Anti-CEA
McAb to LoVo cells
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