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[ Abstract] Objective To investigate whether miR-21 antisense oligonucleotide can decrease the cervical
carcinoma xenograft formation rate and inhibit growth of xenograft in nude mice . Methods Human cervical
squamous cancer cell line SiHa cells transfected with antisense miR 21 were subcutaneously injected into the back of
nude mice and grew to tumor nodules . The Negative control and blank control were established as well . The formation
rate and volume of the tumors were measured and the tumor growth rates were calculated . Arounding tumor multipoint
injection of antisense oligonucleotide was performed . The inhibitory effect of miR-21 antisense oligonucleotide on
tumor growth was evaluated by tumor growth curves and immunohistochemistry (IHC). HE staining was used to see
the changes of tumor tissues ,and Fluorometric TUNEL System for the apoptosis of tissues . Results  The nude mouse
model of human cervical cancer xenograft tumor was constructed successfully . The tumor growth curves demonstrated
that the growth of cells transfected with antisense miR -21 was significantly inhibited. The average tumor weight in
miR-21 inhibitor group , miR-21 negative inhibitor group and SiHa cell blank control group was (0.73 +0.05) g,
(1.26 £0.12) g and (1. 35 £ 0. 25 ) g. The xenograft formation rate was 37.5% ,75% and 100% ,respectively. The
average tumor volume was (732. 8 £56.32 )mm’ , (1228.46 +78.53 ) mm’ and (1301. 26 +80. 63 ) mm’. The growth
rate was 18.32% ,30.71% and 32.53% . miR-21 inhibitor group were positive , and the volume and the weight of
tumor was statistically smaller than that of the control groups (P <0.05). IHC showed that the expression of Ki67
were decreased significantly compared with other groups . Extensive dead tumor cells were seen in the miR -21
inhibitor group ,and remarkable apoptosis was shown by Fluorometric TUNEL System . Conclusions  Studies of in
vivo experiment demonstrate that antisense miR -21 inhibites the expression of miR -21, increases the apoptosis of

tumor cells and inhibites the tumor growth .
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0.2 ml/ H AR TR R AT 50 T, A B S0
U T RS AR AR

2. miR-21 2 SCEEAZAT TR 6T N e SR Y ™ 8%
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FIXF R, DLE AT PH A e /R BHPE XTI, ey 4l 1k Ki67
BH: 285 SR ) 2 s o < S 128 200 A 9 4 A B2 A €
UKL B S N 774 , B 5K D) BEAILIE 5 4~ A AL
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oA AR T, B . miR-21 R AT R A PR T
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