FTHRES 201946 A% 48 5% 11 4 1801

* i’k\, % . doi:10.3969/j. issn. 1671-8348. 2019. 11. 001
miR-21 3 5 #fE Siha 4L 2 ZE MR SPRY2 RiZH &M

2 a'.##aE3.s A8 m L AEE”
Q. JHEATNTEBRPOCEREA 51140052, M EFHRAMILT S
> TFAEBFHME,LEAME 264003)

(FBE] By #HiTs) RNA21(miR2D AT HE Stham e A BE2EAXREZFTAELKRA
TRRE®A 2#AK(SPRY) KA Hra, Hixk KE2016F1AF2017F 12 A7 MTFTEBRX FSERKSE
BENTHRUAL A EFTTRAALAAL 226, RAERHRETZERSGEHERL L (QPCR AN T2 B AR T
miR-21 #= SPRY?2 ¢4 £ ik K-F ., £ A Lipofectamine™ 2000 f§ i 4k k% miR-21 A 345 (minic-21 28) A& 34 23
PR A% ¥ 82 (minic-nc 48) . #7 4] /7 (inhibitor-21 48) Fe #p 4] 77 2 B 5 4% 3 82 (inhibitor-nc 48) 45 % 2] & #1 /& Siha
L, 3 48 hJ)E, RA WV EAR R EMTT) kA4 49 503% 74, 7 X 0 M A4 0] 28 B 8 ==, Transwell #& )
42 % ,QPCR #= Western blot # | &40 28 e % SPRY2 mRNA e B G K+, R L EFTHALILEK,
TH AR F miR-21 KA B3 FH,SPRY2 £k W] 2 B4 (P<C0.05), =% 2 fi A8 £ (P<<0.01), LAa st
2048 1t , minic-21 48 Siha @ e 3% 78 £ 91 3, A = R KK, 12 £ 48 A # % (P<T0. 05) ;inhibitor-21 £8 Siha 4m &L 3%
R, A T EA G AL AR B (P<0.05), 548 2t BB 2848 1, minic-21 42 SPRY2 & & K -F ¥ 2 K%
(P<<0.05),SPRY2 mRNA K&-F %8 2 £ % (P>0.05) ;inhibitor-21 22 SPRY2 mRNA #= & G K-FH P 2 H 5
(P<<0.0D), it miR-21 AT H & ¥ T B AL BIFH LR SPRY2 X ZEAERA . A2 R AT HHAR B
JT g — A H ek,

[REIRI] THAME; M RNA2L; 3, AT ; Rk XA FAKBAFREERS 2 ik

[(hEESZHES] R737 [XriFRIEAE] A [XxEHS] 1671-8348(2019)11-1801-05

Effect of micro RNA-21 on proliferation,invasion and regulating SPRY2
expression in cervical cancer Siha cells”
XIA Hong',CHU Gui fen' ,YANG Xiang' ,YANG Li',HU Jinzxia**
(1. Department o f Gynecology , Panyu District Central Hospital ,Guangzhou,Guangdong 511400, China;
2. Teaching and Researching Section of Biochemistry and Molecular Biology ,Binzhou
Medical University ,Yantai . Shandong 264003 ,China)

[Abstract| Objective To investigate the effect of micro RNA-21 (miR-21) on proliferation, invasion,
apoptosis and regulating expression of Sprouty2(SPRY2) in cervical cancer Siha cells. Methods The samples
from 22 pairs of cervical cancer patients and normal cervical tissue in Panyu District Central Hospital from
January 2016 to December 2017 were collected. Real-time fluorescence quantitative PCR (QPCR) was used to
examine the level of mi R-21and SPRY2 in cervical cancer tissues. Lipofectamine™ 2000 liposome was used to
transfect miR-21 minic (minic-21 group) ,minic oligonucleotides (minic-nc group) ,miR-21 inhibitor (inhibitor-
21 group) and inhibitor oligonucleotides (inhibitor-nc group) into human cervical cancer Siha cells. At the
time of 48 h after transfection,the cell proliferation was checked with MMT, the cell apoptosis was examined
by flow cytometry and the cell invasion was tested with Trans well. The mRNA and protein levels of SPRY2
in each group were determined by QPCR and Western blot. Results Compared with the normal cervical tis-
sues,the expression of miR-21 was significantly increased, the expression of SPRY2 was significantly de-
creased in cervical cancer tissues (P<C0. 05). Both were negatively correlated(P<C0. 01). Compared with the
corresponding control group,the proliferation rate and invasion ability were increased with the apoptotic rate
decreased in the minic-21 group. However, the proliferation rate and invasion ability were decreased with apop-
totic rate was increased in the inhibitor-21 group (P<C0. 05). Compared with the corresponding control group,
the SPRY?2 protein level in the minic-21 group was significantly decreased(P<C0. 05) ,while the mRNA level of
SPRY2 had no statistically significant difference (P>>0. 05). Both mRNA and protein levels of SPRY2 in the
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inhibitor-21 group were significantly increaed (P<C0. 05). Conclusion
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miR-21 may play the cancer gene role

by regulating tumor inhibiting gene APRY2,and is expected to become a new target point in cervical cancer

genetic therapy.
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