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Abstract

RNA interference (RNAI) is a new gene-silenc-
ing technique, which is a post-transcriptional
gene silencing mediated by double-stranded
RNA, resulting in the sequence-specific silence
of target gene. RNAi technique has been applied
widely in the research of various tumors, and
most of the results have shown that it could spe-
cifically inhibited the expression of oncogenes,
cancer-related genes and mutant genes, so as
to suppress the occurrence and development of
tumors. Meanwhile, explorations have also been
performed on the therapy of gastric cancer, and
some significant advances have been obtained.
RNAI technique can not only act on the target
genes directly, but also treat gastric cancer indi-
rectly by restraining the angiogenesis. Further-
more, RNAI technique can be used to resist the
multi-drug resistance during chemotherapy.

Key Words: RNA interference; Gastric cancer; Gene
therapy

Zhang ], Fang GE, Wang JF. Progress of RNA interference
in the therapy of gastric cancer. Shijie Huaren Xiaohua
Zazhi 2007;15(11):1252-1256

ik %
RNA-F#H(RNAL) R T JUSF LA R oy —Fp a7
SLeg K R IR AR, 2 i WEERNAN T84
Yo i) K B 5 4 T AR R G LB AALE]. B AT,
RNAI# AR EAH ) 28 R TEFMNBHR, 4
REIMELTHFpFBAR . BiLEAR
R LA Mg ARGK, Mot 3] I8 69 &
A K. RIEFRNAIBRRE B IREIT 7 @
AT T SRR, BT T — R R ekt
J. RNAIBARKTABEMERTH %éﬁﬁaﬁ%ﬁl
A 5T 38 3 ) B e AT A 1A B T B R, O
HAst B JRALTT % St h b A 4E .

X813 RNAT I B, B aIT
=i, HEB TR ANATRESEAT

LN\ BILZYTE 2007;15(11):1252-1256
http://www.wjgnet.com/1009-3079/15/1252.asp

hEVRIE.

0 313
Vg T o LIRS R 2 —, BT R A e
T A e (10 1 At AR SV S A2

B 1) A AR AT RN B T IR R
MR F ARG EEWAR T — e #tm, H
o HE R B R U, B TR IBR A, kT
BEAVE I, FL 5 1 e 22 2t 24 (¥ ) 8,
LT LA A NI, 5 aZEA7E R ADAIN£E30%
Ze AR R, SRR iR YT 5o B i
B — A E L Tk, B E R
I TR T TS R, AATTIAR 2
BN R AT EEEILRN R, P8, o

RIAB LA LA R D K RAE L R S UIAH K,

DAL, AR DR YA 7 B i AR 1) R 7 1.
RNAT#(RNA interference, RNAi)ZITF KK
JEE R ) — TR R AR, BERE S T A5 2850 1) BEL T A
SRR AL, AR B A R PEDUEERN A(double-
stranded RNA, dsRNA)ZEAI g N T 305 771
[FJ8 I mRN A 7> 1 K A e e R B g, AT T4
AR HE DA () 02, XML R G RN AT, DA
DRICBRIN 5 R AR AR e sk Ja 7K, WOURR by B s

www.wjgnet.com



i, 5. RNAT TSRO PaHE

1253

JEFERTER (post-transcriptional gene silencing,
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