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MiR-9500 promote apoptosis 
of HepG2

The mimics of miR-9500 co- 
uld induced obviously cell ap- 
optosis of HepG2 in a time-
dependent manner (Figure 3). 
Moreover, inhibitors of miR-
9500 could repress apopto- 
sis of HepG2 (Figure 3A) and 
Huh7 (Figure 3B), respective-
ly. Both of those outcomes 
demonstrated miR-9500 sup-
press survival of hepatoma 
cells in time dependent man- 
ner. 

AKT-1 rescue the apopotosis 
hepatoma cells induced by 
miR-9500

It had been reported in prior 
that AKT-1 was the key regu-
late factor for cell proliferation 
[18], we further identified that 
through using of AKT-1 active 
protein in HepG2 and Huh7 
cell model transfected by miR-
9500. Moreover, the apopoto-
sis cells of HepG2 and Huh7 
were detected. These data 
confirmed that AKT-1 active 
protein could suppress sig- 
nificantly cell apopotosis of 
HepG2 (Figure 3C) and Huh7 
(Figure 3D). Furthermore, the 
decreased of apopotosis hep-
atoma cells induced by miR-
9500 may obviously suppress 
by AKT-1 active protein (Figure 
3C and 3D). 

Figure 2. MiR-9500 inhibited mitosis entry and proliferation of hepatoma 
cells. Moreover, the characterized effect induced by miR-9500 on host cells 
was investigated with BrdU to analyze cell viability progression. The results 
showed that miR-9500 could suppress proliferation (A) and mitosis entry 
(B) of HepG2 cells effectively. Moreover, in HepG2 cells, the inhibitors of 

miR-9500 could promote its pro-
liferation (A) and mitosis entry 
(B) in a time-dependent manner. 
Moreover, miR-9500 could sig-
nificantly suppress proliferation 
(C) and mitosis entry (D) of Huh7 
cells. The inhibitors of miR-9500 
could promote cell proliferation 
(C) and mitosis entry (D) in time 
dependent manner. The data are 
presented as means ± SD from 
three independent experiments. 
*P<0.05, **P<0.01.
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Discussion 

HCC is major reason of dea- 
ths in patients with cirrhosis, 
which primarily come from 
alcohol abuse or chronic viral 
hepatitis. HCC is almost come 
from inflammation process 
and liver cirrhosis induced by 
aflatoxins, ethanol, and chron-
ic infection of hepatitis B or C. 
Moreover, it is the most usual 
human carcinoma and ranked 
fifth. While it is also an vital 
health problem and the se- 
cond commonest reason of 
cancer deaths among human 
[12]. Although it is well known 
that several different mecha-
nisms of HCC, it is still unclear 
about how miRNA modulate 
the pathogenesis process of 
HCC. In the present work, we 

Figure 3. AKT-1 active protein 
rescue the apopotosis hepatoma 
cells induced by miR-9500. Fur-
thermore, the characterized ef-
fect on cell apoptosis progression 
caused by miR-9500 was ana-
lyzed with flow cytometry (FCM). 
The results showed that the mim-
ics of miR-9500 could induced a 
remarkably increase of apoptotic 
cells in a time-dependent man-
ner. Moreover, inhibitors of miR-
9500 could repress apoptosis 
of HepG2 (A) and Huh7 (B) in a 
time-dependent manner. It had 
been reported in prior that AKT-1 
was the key regulate factor for cell 
proliferation [18], we further iden-
tified that through using of AKT-1 
active protein in HepG2 and Huh7 
cell model transfected by miR-
9500. Moreover, the apopotosis 
cells of HepG2 and Huh7 were 
detected. These data confirmed 
that AKT-1 active protein could 
suppress significantly cell apopo-
tosis of HepG2 (C) and Huh7 
(D). Furthermore, the decreased 
of apopotosis hepatoma cells 
induced by miR-9500 may obvi-
ously suppress by AKT-1 active 
protein (C and D). The data are 
presented as means ± SD from 
three independent experiments. 
*P<0.05, **P<0.01.


