BE2EWR e 20184 11 7 %47 % 45 111 *1E

A0 E p B7 8 i _E i miR -99a/b H] Fl
HeLa 70 fu 1% 75 #0 {2 &

XA KE®R T OB

M E BB WSS X E T HeLa 40 M3 50 AR 28 (52 0, JE 00 5 BRI MG Ay AL . sk 55 3% 1 xd 250
B B 2% HeLa 40043 A X} B840 Scramble 40 \miR - 99a/b mimic 44 FIEANE & P AKRFI R4, MTT S256 A F &6 0 A 6]+ 9
Xt HeLa 411 i 3% 57 (¥ % WAl , Transwell /N5 F F Il 7 HeLa (922268 7 , Sc i 2856 2 & PCR(qRT - PCR) A F K 41 i miR - 99a
miR -99b (R EME L, 8 A e B (WB) Kl 41 i cyelin DI MMP7 8 3Rk, GR  FUEANE m b KR & 41 20 i 1 40
R 25 40 I 50 B A %) BRALRT DMSO 3 FI4L(P <0.05) , I 2 ) S AKH M o minic 21 1AM &5 b AR50 & 41 miR - 99a
Al miR - 99b L3R 7K - 5 T X B2 F1 Scramble 21 (P <0.05) ; B % FUSEARNE ) 1 1939 0, HeLa 2 i 7 miR - 99a Hl miR - 99b
FEKTZEE T FEANE & o AR E AL miR - 99a F miR - 99b 3k /K 7B & & T X%} FE 41 1 Scramble 41 (P <0.05) , A 2
FURARM M . AU ANE 5 L f AR i 41 HeLa 400 M3 57 52 R = 22 68 77 W3 @ AIK %3 BZL 0 Scramble 41, 22 #LR| AR . Western
blot 1 46 I 25 2R %, minic 2H A1 AN B 5 L b KR 5 2 cyelin D1 ORI MMPT7 32 3% 7K 3F W] A% % H8 24 Al Scramble 2H (P <
0.05) ; b 2 S AN R 5 (9 35 i, HeLa 40 1 th cyclin D1 1 MMP7 ik K E B B %, 456 MEANS W i 2 1 9% miR -
99a/b FRik , HET M ) B T HeLa 20 i34 586 AR 52, B BUE 0938 G YT R 4L — 2 9 3R KR .

kg FEAMNS  EHUE miR -99a miR -99b

hE4SRES  R737.33 XERARIRED A DOI 10.11969/j. issn. 1673-548X.2018.11.023

Honokiol Inhibits HeLa Cell Proliferation and Invasion by Up — regulating miR -99a/b. Xu Yajie, Zhang Zhigiang, Yu He. Department
of Gynaecology, Zhoukou Central Hospital, Henan 466000 ,China

Abstract Objective To explore the influence of Honokiol on proliferation and invasion of hela cells with the related molecular
mechanisms. Methods MTT assay was used to detect the effects of different interventions on the proliferation of HelLa cells. Transwell
chamber was performed to determine the invasion ability of Hela cells. Real — time quantitative PCR (qRT — PCR) was used to detect the
expression of miR —99a and miR —99b. Western blot ( WB) was used to detect the protein level of cyclin DI, MMP7. Results The
proliferation and invasive cell numbers of honokiol in high, medium and low dose groups were significantly lower than those in control
group and DMSO solvent group (P <0.05), and in a dose — dependent manner. The levels of miR —99a and miR = 99b in minic group
and honokiol group were significantly higher than those in control group and Scramble group (P <0.05). With the increase of honokiol
dose, miR -99a and miR —99b expression levels gradually increased. The expression levels of miR —99a and miR —99b in high, medi-
um and low doses of honokiol were significantly higher than those in the control and Scramble groups (P <0.05), and were dose — de-
pendent. MiR —99a and miR - 99b expression levels in HeLa cells of honokiol mid — dose group and honokiol high — dose group were sig-
nificantly lower than those in the miR —99a/b mimic groups (P <0.05). Western blot results showed that the expressions of cyclin D1
and MMP7 in minic group and honokiol group were significantly lower than those in control group and Scramble group (P <0.05). With
the increase of honokiol dose, HeLa Cell cyclin D1 and MMP7 expression levels were significantly lower. Conclusion Honokiol may in-
hibit the proliferation and invasion of cervical cancer Hela cells by up — regulating the expression of miR —99a/b, which will provide a
theoretical basis for the diagnosis and targeted therapy of cervical cancer.
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