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Abstract:

miR-106a promoted osteosarcoma cell proliferation and inhibited apoptosis via negatively
regulating the expression of PTEN
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B#9:FAZmiR-106a7E B PYEELAIMG-6 34 -PAIRIA K R ELRIMG- 6 34 TEFNA TSR RANE. 753k A
S SLRTEEPCRIEIE 2033 B PEFIAE IR IE HEELANMG-63F0L B4HAEhFOB 1.19%miR-106afI5RIX. FImiR-
106a mimics, miR-106a antagomir [ & BRI AYRTRBYIEESRMG-63408, SRR BIFICCK-8; A4 M PU4H4mARIEIE:E
MFIFCMEHESTSAIEET 2R, miR-106a mimicsFImimics control SEFARIEZSASRIPTEN 3'-UTR A AL
&, NAREBEEIRERFHIENMIR-106a2F 5PTENERES3-UTR 4. FIFBWestern bloti ARt MPTENER
£ IR TLERMG- 6 SIRFN B PUEIRAPIIRIAKTE, SR SHEMERHA (1.19:0.15) 1L, FEEAmMIR-
106af9ZRIAKF (2.60:0.86) BEF R, EAT, m1R-106a7£MG-63EF'E’\J§EJ_7J<SF (2.60:0.92) BHRETFhFOB
1.19 (1.19:0.39) , LAEESIIEHITFEEN (P<0.05) , CCK-8FIFCMIEUILERER, Smimics controlZ8fH
Et, miR-106a mimicsZBRYIEIEZRAAREIENN, MMARAT =T, &2, miR-106a antagomirdd5antagomir
controlBiELt, MERRIEETRE, MATKAEBTRE, DAESISBRISEY (P<0.05 . R
REELIEER, miR-106a mimicsfiwt PTEN 3-UTRIEAERARIS R EEIA R KT mimics controlfiwt PTEN 3'-
UTRZE (P<0.05) , Western blot/&Tl, S3JEBZE4EEL, miR-106a mimicsfHPTEN,%%i_'Fiﬂ fmiR-106a
antagomirfRiX L, IGARIGA, FVEEARPTENRIABERFERARR, ERIBRITFEN (P<0.05) , &
1B:miR-106afE B ABER R MIEHITRIX, #EEF]ﬁﬂT’:PTEN%ﬁS, (BB PRMmIRIEEHIHIERT, WA
1E(EEEER. A, miR-106an] 0B PIEERNSIRIRMFTRIBED FIBMA.

Objective:To study the expression level of miR-106a in osteosarcoma and MG-63 cells and its effect on
proliferation and apoptosis of MG-63 cells and the underlying mechanism.Methods: The expression level of miR-
106a in 20 pairs of osteosarcoma and adjacent normal tissues,MG-63 and osteoblasts hFOB 1.19 was detected
by real-time quantitative PCR.MG-63 cells were transfected with miR-106a mimics,mimics control,miR-106a
antagomir and antagomir control,respectively. Then the cell viability of four groups was detected by CCK-8 and
their apoptosis rate was detected by FCM.After co-transfection of miR-106a mimics and mimics control with
wild or mutant PTEN 3'-UTR recombinant vectors,the luciferase gene report system was used to detect whether
miR-106a was combined with the 3'-UTR of gene PTEN.The expression level of PTEN protein in the four groups
of MG-63 cells transfected and osteosarcoma samples was detected by Western blot.Results:Compared with the
adjacent normal tissues (1.19+0.15) ,the relative expression level of miR-106a in tumor tissues (2.60+0.86)
was significantly higher.Meanwhile,the expression level of miR-106a in MG-63 (2.60+0.92) was significantly
higher than that of hFOB 1.19 (1.19£0.39) ,and the above differences were statistically significant (P <
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0.05).The results of CCK-8 and FCM assay showed that compared with the mimics control group,the
proliferation rate of miR-106a mimics group increased significantly,while its apoptosis rate decreased.On the
contrary, the proliferation rate in miR-106a antagomir groupwas obviously lower than that of antagomir control
group,and its apoptosis rate was higher than that of the latter,and the all difference was statistically
significant (P < 0.05).The fluorescence intensity of miR-106a mimics and wt PTEN 3'-UTR co-transfection group
was significantly lower than that of mimics control and wt PTEN 3'-UTR group (P < 0.05).Western blot found
that compared with the corresponding control group,the protein expression of PTEN in the miR-106a mimics
group was significantly down-regulated,but the expression of PTEN in miR-106a antagomir was up-
regulated,and the expression of PTEN in the tumor tissue was significantly lower than that of the adjacent
normal tissue,and all difference was statistically significant (P <0.05).Conclusion:miR-106a was overexpressed
in the osteosarcoma tissues and MG-63 cells and negatively regulated the expression of PTEN,which promotes
the proliferation of osteosarcoma cells and inhibits its apoptosis,and thus may play an important role in
promotingtumorigenesis. Therefore,miR-106a likely becomes a new potential molecular target for the diagnosis

and treatment of osteosarcoma.
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