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[ Abstract] Objective To observe the effects of up-regulated expression and down-regulated
expression of miR-195 on the SHG-44 human glioma xenograft growth, and explore the possible
mechanism. Methods MiR-195 mimics(Group A) and inhibitor(Group B) were transfected into SHG-44
cell by Lipofectamine RNAIMAX. At the same time, the blank control group(Group C) and negative
control group(Group D) were established. MiR-195 expression level was observed by Real-time PCR.
Flow cytometry was used to monitor changes in cell cycle. Study the effects of miR-195 on glioma
proliferation in vivo by xenograft experiment. Pathological changes of the glioma tissues were observed by
HE staining. Western blot and immunohistochemistry were used to detect the expression changes of P21
and Cyclin D1 in removed tumor specimens. Results After transfection of miR-195 mimics, Real-time
PCR showed that miR-195 expression level increased about 19 times. However, miR-195 expression level
of inhibitor group were decreased to 42.3% of blank control group. Compared with Group C and Group D,
cells of Group A were blocked in the GO/G1 phase (P<<0.05). Group B, however, the result was opposite
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(P<<0.05). Xenograft experiment showed that the volume in Group A was significantly smaller than of
those in Group C and Group D (P<<0.05) and the result of Group B was to the contrary (P<<0.05). HE
staining indicated that decreased heteromorphism and reduced number of new vessels in Group A were

noted as compared with those in Group C and Group D and the result of Group B was opposite. Western

blot showed that the expression levels of P21 in Group A was significantly up-regulated as compared with

that in Group C and Group D, while the expression of Cyclin D1 was down-regulated. Group B, however,

the situation was opposite. Immunohistochemistry revealed that expression of P21 in Group A was

overexpression, while the expression levels of Cyclin D1 was down-regulated (P<<0.05). However, the

result of Group B was opposite (P<<0.05). Conclusion Overexpression of miR-195 can efficiently block

in GO/G1 phase to S phase transition and inhibit the growth of human glioma cell SHG-44 in vivo, probably

through up-regulate P21 expression of and down-regulate Cyclin D1 expression.
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