Med J Chin PLA, Vol. 46, No. 7, July 28,2021 651

w5
IncRNA HOTAIREE [7] 8 32 miR-424 B 15 7K 5t 5P 505 4
A W1 217 0 R B W)

B, Mahdh', BAS, FRHK, AR, Fa

S Y ERFRAEAE S R ERE, HME X 5630005 E XA ARERER, HIME S 563000

EE] B FITHOXEE /% L RNA(HOTAIR)HE [i] 45 miR-424 (4 26 35 7K P X B 598 40 I 2E 402247 M IS I
FiE  WUER20184F 1 — 6 7 R SRl K 2 B o = 1% Be 42 57 B 89 - R 19 6 0181 B B9 (n=60) Bz BB X B9 82 (R firb
2 (n=60) b As . 2R FH qP CREGIN B 595 5 AL i 4l 2V HOTAIR I A E L, I L BN [FIHOTAIR #& 35 7K - B 8t
R AN /A HTHOTAIRZE i /K V-5 51 S1 9 4 G RIS SR R 0GR o K45 A2780 51 5590 4H M 4% Y /T4
RNA (small interfering RNA, siRNA)F4# [{)siRNA-HOTAIR (si-HOTAIR) Al i 11 A SEH 2, 5% Y siRNA-NC(si-NC) B 21 fifd
VER X RRLH . SR X966 2R BT 2 22 S T HO TAIR S miR-424 B A ELAF ] 5 SR R 5236 46 1040 i HO TAIR ) B 5298
TR HE S5 AE ;s SR Transwellf= 22 5B K4 I HOTAIR 5 1 510 40 U522 8 1 07384k 5 SR FHI 2K 40 4 ARG 40
T HOTAIRJ= B9 845w A0 ML T4 7 0 A ARk s SR PR B T AU S 960 Kr i 00 ) HOTA TRV Y 56957 440 Jf B IRd /N SRR 1 5%
W, Z5R  qPCREGINZSIRE /R, 5RMMEAZULE, IEmHS P HOTAIRFE IAHH I 457 (58.64 = 6.32 vs. 6.35 £ 0.02,
P<0.05), HOTAIR ik B H LW AEFRANFAUKRIL B . WEOE R M FL RIS R 78, HOTAIRW 5 miR-424
F3-UTREF LS A (0.42 £ 0.08 vs. 1.06 + 0.11, P<0.05), XIJRIH K Transwel (Z28 LI 25 R IR, SXTIRAL A, 05
ZHAMHIHOTAIRFE A 5 FT44] O S0 20 M A ST A5 [ (21.21 + 3.08) wm vs. (92.34 + 8.65) pm, P<0.05] /1278 (28.63% + 5.59%
vs. 275.36% + 21.62%, P<0.05). WMINAIMIALE R EoR, SATIEAH A, SO0 R HOTATR i] % 5 B 55985 40 At i A 1
(30.2% =2.12% vs. 7.31% = 2.01%, t=10.64, P<0.05). #EEAMN IR BoR, SXTRA E, SRAPHHOTAIRSE
K5 fF9EE /N BUME AR (0.85 % 0.06) cm® vs. (3.05 +0.28) cm®, t=13.41, P<0.05] &% i H[(1.12 +0.08) g vs. (2.91 £ 0.19) g,
t=11.64, P<0.0S]HW IR, 4518 IncRNA HOTAIRA]HU ] i515 miR-424 42 B SR A A R T . AR 28T R .

[KEIR] HOXHZ5 /X XRNA; GP&SE; M/NRNA-424; AHEMT; F48

(B4 ES] R737.31 [MXEAPRARRD] A [XEHS] 0577-7402(2021)07-0651-06

[DOI] 10.11855/j.issn.0577-7402.2021.07.03

IncRNA HOTAIR regulates the expression level of miR-424 and affects the apoptosis, migration
and invasion of ovarian cancer cells
Duan Li—Nal, Yang]ing—]ingl, Jiang You-Q_inl, Luo Xian-Lin', Liu ]iez, Li Ying2

'Department of Gynaecology, the Third Affiliated Hospital of Zunyi Medical University, Zunyi, Guizhou 563000, China

*Department of Gynaecology, the First People’s Hospital of Zunyi, Zunyi, Guizhou 563000, China

This work was supported by the Science and Technology Cooperation Plan of Guizhou Province (LH[2015]7147)

[Abstract] Objective To investigate the effect of HOX transcriptional antisense RNA (HOTAIR) targeted regulating miR-
424 expression on the biological behavior of ovarian cancer cells. Methods ~ Sixty ovarian cancer samples from patients with ovarian
cancer and randomly matched 60 benign ovarian tumor tissues were collected during January to June 2018 in the Third Affiliated
Hospital of Zunyi Medical University. g-PCR was used to detect the expression of HOX transcript antisense RNA (HOTAIR) in
ovarian cancer and adjacent tissues, and analyze the survival rate of ovarian cancer patients with different HOTAIR expression
levels, analyze the relationship between the expression level of HOTAIR and the clinicopathological parameters of ovarian cancer
patients. A2780 ovarian cancer cells were transfected with small interfering RNA (siRNA) to construct siRNA-HOTAIR (si-
HOTAIR) cells as the experimental group, and A2780 ovarian cancer cells transfected with siRNA-NC (si-NC) cells were used as the
control group. Dual fluorescence was used to detect the interaction between HOTAIR and miR-424 by the enzyme reporter gene,
A2780 cells were used in scratch test to detect the change in the migration ability of ovarian cancer cells after inhibiting HOTAIR,
Transwell invasion test was used to detect the change in the invasive ability of ovarian cancer cells after inhibiting HOTAIR, and
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Flow cytometry was performed to analyze the changes of ovarian cancer cell apoptosis after inhibiting HOTAIR. The nude mouse
subcutaneous tumor formation experiment was used to detect the effect of inhibiting HOTAIR on the tumor size and volume of
ovarian cancer cells. Results qPCR results showed that the expression of HOTAIR increased significantly in ovarian cancer tissues
than in benign ovarian tumor tissues [(58.64 + 6.32) vs. (6.35 £ 0.02), P<0.05]. The long term survival rate was lower in patients
with high expression level of HOTAIR than in patients with low expression level of HOTAIR. Dual-Luciferase reporter gene system
showed that HOTAIR can specifically bind to the 3'-UTR of miR-424 [(0.42 + 0.08) vs. (1.06 = 0.11), P<0.05]. Scratch test and
Transwell invasion test showed that, compared with control group, inhibiting the expression of HOTAIR can inhibit the migration
behavior [(21.21 + 3.08) pwm vs. (92.34 + 8.65) um, P<0.05] and invasion behavior of ovarian cancer cells in experimental group
(28.63% + 5.59% vs. 275.36% + 21.62%, P<0.05). The results of flow cytometry showed that inhibiting the expression of HOTAIR
can enhance the apoptosis of ovarian cancer cells in experimental group (30.2% + 2.12% vs. 7.31% + 2.01%, t=10.64, P<0.0S). In
vivo tumor formation experiments in nude mice showed that, compared with control group, the tumor volume and weight of tumor-

bearing mice correspondingly decreased [(0.85 + 0.06) cm’ vs. (3.05 + 0.28) cm’, t=13.41, P<0.05; (1.12 = 0.08) g vs. (2.91 £ 0.19) g,

t=11.64, P<0.05] after inhibiting HOTAIR expression. Conclusion

apoptosis, migration and invasion of ovarian cancer cells.
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