DOT :10. 160167j. 1000 ~5404. 2000. (7. (01
22 7

Vol. 22, No. 7
2000 7 ACTA ACADEMIAE MEDICINAE MILITARS TERIIAE Jul. 2000 611
B S, 1000-5404 (2000) 07-0611-04
MET, GRA mER, P TRL, & R ALK ( , 400038)
: B hTR GC-7901
. ik hTR .
SGC-7901, hTR 7901 KIR RNA
gh hTR 7901 hTR RNA
T hTR 7901 .
RNA (HI'R); ; ; 3 ;
. R735.202; R459. 9 LA

Antisense human telomerase RNA reverses malignant phenotype of gastric

carcinoma cell line SGC-7901

YANG Jin-liang, FANG Dian-chun, YANG Shi-ming, LUO Yuanrhui, LUO Kun-lun, LU Rong, 1IU Wei-wen (Department of

Gastroenterology, Southwest Hospital Third Military Medical University, Chongqing 400038 China)

Abstract: Objective To study the effects of the transfection of antisense human telomerase RNA
(HTR) on the malignant phenotype of gastric carcinoma cell line SGC-7901 and its potential role in the
gene therapy for cancers. Methods An antisense hT'R gene eukaryotic expression vector pCL-ahTR in-
cluding the template region of telomere repeats sequence was mnstructed with recombinant DNA technique

and transfected into the cells of gastric carcinroma cell line SGC-7901 with lippsome DOTAP. Then, the
expression of hTR and antisense hTR was observed with RT-PCR, telomerase activity with PCR-ELSA,
the cell morphology and cellular proliferation capacity with MTT assay and the efficiency of clone forma-
tion in soft agar, the cell cycle distribution and the apoptotic state with flow cytometry. The characteris-
tics of the poliferation of SGC-7901 cells i vitro and the tumorigenecity in nude mice were also ob-
served. Results The expression of hTR RNA, the activity of telomerase and the proliferative capacity of
antisense hI'R gene transfected SGC-7901 cells in vitro were obviously decreased and the apoptotic rate
increased. The capability to form clones in soft agar and to develop carcinoma in nude mice totally van-
ished. Conclusion Our study demonstrated that after the transfection of antisense hTR gene, the telo-
merase activity of SGC-7901 cells was obviously down-regulated and their malignant phenotype was re-
versed, which implies that telomerase is an ideal target in cancer therapy and telomerase inhibitors are
promising agents in this aspect.
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Fig4 Comparison of cellular proliferation capacity of
7901-ahTR cells and parent 7901 cells in vitro
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Tab1 Comparison of distribution of cell cycles and apoptdtic
rate of 7901-ahTR and 7901 cells

Distribution of cell cycles( %)

Apoptotic rate( %)

Gy G, s Gy/M
791 5.0 18.2 22.8 2.6
7901-nco ) 17.5 23.3 3.2

7901-ahTR 70.7 12.0 17.3 14.1
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