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[HEE] BH #Hit#bRNA-122(miR-122)A4--FAF & 0 I A 0 - FAE AALE . ik AT AR miR-122%
A4y 3T BB T BNC A% 3 2T S 20 B HepG2 (p53wt) \MHCCI97H(p53 mutation ) /& , miR-12248 (4% & miR-122) . %} B8
(SR e 3 IR R K B ) A0 G 3 R 4034 B A RT-PCR# M miR—122, Western blot# il p53  Bax % & , MTT % # ] I
T on IR AL A X A M TR e =R, BR fEHepG2F , miR-12220 8 miR-12269 & ik \p53%& G Fo
Bax& & kA B R 3 TR fe s O *F IR, Z 201 £ F 3 A it 3 & L (33 =13.41,F5 #1=15.35.16.88,P¥) <
0.05), Z£MHCC97H ¥ ,miR-12240miR-1224% % ik #eBax % éﬁkf%i""‘m’T‘ﬁ‘,ﬂg\éﬂﬁﬂ”%’é]iﬂ’”@/!ﬂ,i,ﬂﬁ]}‘:%iﬁ
H it 3 & L (2=12.98,F =18.91,P¥ <0.05), f Z M tp537& & M R AL L4, £ F £ %t 5 & L (F=2.82,P>
0.05)., ZHepG2A=MHCC-97THZa e , 5 3+ 40 Fe = & 3 B L YL AL, miR- 12240 40 JL 3 54 - B O] .47, 4a B B o=
R BR A EF A G F (9 51=8.53.7.81.11.64.12.45, P¥ <0.05) . *FHELAFa%S & 3 BB LAY 2 fLKE 74
Fotm oM = T R TAL, £ 53 it 3 E5L(42=0.08.0.05.0.12.0.09, P34 >0.05), Z5if miR-1227T @i p531k
Wit 12 2 AE pSIR MR AR IE BT 5 2 AR
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Research about the mechanism of miR-122 induced hepatocarcinoma cell apoptosis JIANG Chenghang, ZHENG
Yueliang, XU Qiuran, et al. Department of Emergency, Zhejiang Provincial People’s Hospital ,Hangzhou 310014, China
[Abstract] Objective To investigate the mechanism of miR -122 induced hepatocarcinoma cell apoptosis. Methods
The miR -122 analogue or NC as control were respectively transfected into HepG2 (p53wt)cells and MHCCO7H (p53
mutation )cells to detect miR-122 by RT-PCR,the expression of p53 and Bax by western blot,the proliferation of
hepatocarcinoma cells by MTT and apoptosis rate of hepatocarcinoma cells by flow cytometry. Results In HepG2 (p53wt)
cells,the expression of miR—122,p53 and Bax proteins in miR-122 group were significantly higher than in control group
and NC group (x* =13.41,F=15.35,16.88,P<0.05). In MHCC97H (p53 mutation)cells,the expression of miR—122 and
Bax protein in miR-122 group were significantly higher than in control group and NC group (x*=12.98,F=18.91,P<0.05).
The p53 protein among three groups was not statistical different (F=2.82,P>0.05).In HepG2 (p53wt)cells and MHCCO7H
(p53 mutation)cells,the cell proliferation in miR —122 group was obviously inhibited and cell apoptosis was obviously
enhanced when compared to control group and NC group (x*=8.53,7.81,11.64,12.45,P<<0.05). The cell proliferation and
apoptosis rate has no obvious change in control group and NC group,the difference were not significant(x*=0.08.0.05.0.12,
0.09,P>0.05). Conclusion MiR-122 could induce hepatocarcinoma cell apoptosis through both p53—-dependent pathway
and p53-independent pathway.
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IR T 2Z—. HETCUESE miRNA 38 13 34 #8 FE K
RKibkS H5HERWAT IG5 AT 4l
A3 Ak 2 BB R . miR—122 T bk
miRNA , 76 kAR FALRE BTG 20 s pE i 1
Fmd AR BEEEN, SIHEN R AL RS
YIAH R4 AR L ol il N T B miR—-122 % A
AR, K0 p53  Bax 5 1109 F2 k15 00 S X T
T AN MBS FE AR T RS20, O miR-122 4 e 20
MLJE T o FHLRI R LR R 2% . BURIEITT .
1 BRE5HE
1.1 —f%R T 20154E 1 & 12 J ,HepG2.
MHCC-97H H{LVE4 & i il e = j A7, W3k
T bW 40 PR miR-122 & B 1 % BB E 9 i 1
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