o527 5 8 W B = F E K ¥ % i Vol. 27, No. 8
694 2005 4 4 A ACTA  ACADEMIAE MEDICINAE MILITARIS TERTIAE Apr. 2005

LA £ 1000-5404( 2005 ) 08-0694-03

S 40 A AR iR L B N T 3
o, HERA, T M (5 = FERF PR E R 2 WAL R G, TE K 400038)

ROE: HI DFITH AR BT 2 B O A5 T A 200 K 0 e B 6 A 408 % it 3% I 18 R (R Rk i R
M), A 3 T 0 0 b S (o N A A . T M pTET-OFF 875 ORI 1 2 0 22 i1 TE 58 P4 19 pTRE2-Hyg- Luciferase
S0 T A e R AN SCCT901 , 285 1) 85 2 (deoxyeyline ) 175 5 24 b J KRG 0 i 18 6 D975 14 , 0052 5 N E SRR
T o R ARG A SR - B 4% 0 28 B 0L pBX TR AN DR pBX-ntf (no teloemere fragment) 7351 5 pTET-OFF
TR U, fE 5 D R RS F A AR R RGP A a5 MU pTET-OFF Ml pTRE-Hyg- Luciferase JH 6
[ SGC7901 4 , 753 1 B 2 A T 9 38 R AR A0 4k PR % 1% P2 i e A 5t 0 o 38 5 20 I L A6 e Ay pTET-OFF Al pBX
JFRLEY, pTET-OFF F1 pBX-ntf (410 , 77 25 5% R MG YRS 4 FRIE 4 15 858 56U TET-OFF B[Pk adE R4 5
A SGC7901 2234 1 85 3 (10 175 IV s 4 e AL VT A A o g i BRI 17 7 2 BRTLE 20 't 2R LB R [ 1) R K

SRR T A N L7 TN 5 G B MR A T s 3R A

REESES: R394.2; R730.23; R735.2 HEFRIAES: A

Telomere position effect in gastric cancer cell SGC7901
GONG Yan, FANG Dian-chun, LUO Yuan-hui (Gastroenterology Research Center, Southwest Hospital, Third Military Medical University,
Chongging 400038, China)

Abstract: Objective To determine the possibility of telomere seeding in human gastric cancer cell SGC7901
and the influence of telomere on the expression of luciferase reporter gene nearby and to explore the position effect of
telomere in gastric cancer cell. Methods  The TET-OFF regulatory system was prepared and then transfected to gas-
tric cancer cell SGCT901 by Lipofectamine™ 2000. With doxyeyeline added, the activity of the fluorescence caused
by the expression of the target gene (the luciferase gene) with TET-OFF regulatory system was analyzed. The lucif-
erase reporter plasmid in which telomere fragment pBX was inserted and the control plasmid pBX-ntf (no teloemere
fragment) were co-transfected to cell 7901 with pTET-OFF regulate plasmid respectively and the luciferase activity
was determined with doxyeycline’s induction. Results  With the inducing of Dox, the activity of the fluorescence
caused by the expression of the luciferase gene was inhibited. Treated with deoxyeyline, there was a 4-fold decrease
in the activity of the fluorescence in the cells infected with pBX and pTET-OFF as compared with that in the cells in-
fected with pBX-ntf and pTET-OFF. Conclusion With the help of Lipofect2000, the gastric cancer cell SGC7901
can be transfected by TET-OFF regulatory system successfully. Dox could repress luciferase gene expression. Te-
lomere seeding in gastric cancer cell SGC7901 could decrease the expression of luciferase reporter gene.
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