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Progress in Telomerase Inhibitor GRN163L in the Treatment

for Cancer

YU Chang-e, YU Zhong-hua
(The Affiliated Hospital of Guangdong Medical School ,Zhanjiang 524001, China)

Abstract: GRN163L (Geron Presentations on Imetelstat) is an antisense nucleotide drugs arm-
ming at hTR (telomerase RNA),which can inhibit the activity of telomerase,cause telomere
length of tumor chromosome ends constantly shortened and induce tumor cells to stop splitting.
As a therapy forefront drug targetting the hTR gene , GRN163L gradually become the focus of
clinical research. This paper will expound telomeres and telomerase,physical and chemical
properties of GRN163L,biological function of GRN163L and research progress of tumor therapy.

Subject words: telomerase; GRN163L; tumor

Ui RLAS R — R 45, fEHE— IRk DNA
ST AR I B AT R AP T A A W e (B A
WA, TCIR R TEE R AL | BUR AR 5 i AEAH
KA LG ARSI, S ) 15 I G R S A7 A
(0, Rk & LR D RE PR RS, HLEE Rt & T2l
LAY AN 28 B iR B JC R 3 58, e ot ml L HG
To PR3 FE BE ) 5 sk S ARG . R AR i e
PR dri bz A B2 A E AV, B B R e v Ak
Segim o o Y CR RS M AR AL T T S L A
TR AR AR e R b A KR, O ELTE 22 0] A I
WY BRI T A BTG AL B sk e, IR
B, s e ) 35 A 5 R AE 1 K A AT — E R ER I
EUPNEZ A GEPNES T U3 g A 3T SN s
Lt P TG AR5 T SR R, O R A Ak 2y 3

BIRMEE . 288 TH ZEEM ML) FEFKWEERMFE
FO2R, STALARBITELRARKE®E ST 5
(524001 ) ; E-mail : zhonghua_yu@126.com,

s HH5:2012-09-17; & =l H #§:2012-12-16

MEFRE 2013454 19 %% 3 H

Lo M58 A A S BEOR B PRIt 490 1 s 55 A ) e
T BRSO g s AR Sl T iR
TBIT I — A AR A A5, T R R R R T )
S T v kL N 5 GRN163L (Geron Presenta-
tions on Imetelstat) 1F /& 75 X A 19 35 52 T WF5E I & 1
R, R 00 o) S A ok 4 1) SRS A
H BT IR ST T i S S T AR KAk

1 GRNI163L HIIE L 4514

GRN163 } GRN163L i fil fb & 9y 3L [] 1) 4% 7
R 5 51} 5'-TAGGGTTAGACAA-3" ,N3'—P5’ i 1t
FEWEIRTR (NPS) T % 17 W2 o 2L [m] iy B 2 45 44
(Figure 1), Geron 2 v 7E 5% 5 isk A8 v i o 438 35 %
TR B AR E5AE DL A4S SR 9 B8 IR 25 i s 410 i 5]
GRN163 , H fiff U 5 B 85 SE A% AT TR AR Mk i2F A 40 i 11y

231



Journal of Chinese Oncology,2013,Vol.19,No.3

0 Qﬁ B
N\/\/W\/\)L T
N Y00 o}
H OH a§§%
O’P\O

GRN163L

GRN163

®)

Figure 1 Structural formula of GRN163 and GRN163L
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