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Expression of miR-17-5p in endometriosis stromal cells and

Abstract

its effect on matrix metalloproteinase-2
HONG Zhejing, WANG Lingli, ZHENG Shu
(Department of Gynecology, Fujian Provincial People’s Hospital, Fuzhou 350004, China)

Objective: To investigate the expression of miR-17-Sp in endometriosis (EMs) stromal cells and its effect on
matrix metalloproteinase-2 (MMP-2). Methods: The miRNA chip was used to screen differentially expressed
miRNAs in ectopic endometrial tissues of EMs. qRT-PCR was used to verify the expression of miR-17-Sp in

ectopic, orthotopic endometrial tissue of EMs and normal endometrial tissue of uterine fibroids (control group).

K #5 HHB (Date of reception): 2020-01-09
E{E1E#& (Corresponding author): JEFXH], Email: gxtm9a@163.com



494

I R 59 i 2 i, 2021, 41(3) http://Icblamegroups.com

Primary mesenchymal cells were extracted from the above groups, and surface markers were identified by
immunofluorescence; qRT-PCR and Western blotting were used to detect the expression of miR-17-5p and MMP-
2 in mesenchymal cells of each group; dual luciferase reporter assay was used to confirm the targeting relationship
between miR-17-5p and MMP-2. EMs were transfected with miR-17-5p mimic and inhibitor, qRT-PCR, Western
blot and Zymographic detection were used to detect MMP-2 expression; the colony formation test was used to
detect cell proliferation ability, the Transwell assay was used to detect cell invasion ability, and the scratch test was
used to detect cell migration ability. Results: The expressions of miR-17-5p, miR-200b, miR-106b, miR-15b, miR-
141, and miR-22 in ectopic endometrial tissue decreased significantly, and the expressions of miR-202, miR-150,
and miR-368 increased significantly. Compared with the control group, miR-17-5p expression was significantly
decreased in EM ectopic, eutopic endometrial tissue and interstitial cells (P<0.05), while the expression of
MMP-2 was significantly increased in ectopic and eutopic endometrial stromal cells (P<0.0S); compared
with the negative control (NC) group, overexpression of miR-17-5p inhibited the expression of MMP-2 and
significantly inhibited the number of clone formation, invading cells and migrating cells (P<0.05). After miR-17-
Sp was knocked down, the results were reversed. Conclusion: The expression of miR-17-5p is decreased in EMs

interstitial cells. Inhibition of miR-17-5p can promote the expression of MMP-2 and enhance cell proliferation,

invasion, and migration ability.
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Figure 1 Differentially expressed miRNAs in endometrial tissues
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Table 1 Differentially expressed miRNAs in endometrial tissues

MiRNAs %k p
AR
MiR-202 3.341 <0.001
MiR-365 3.218 <0.001
MiR-150 2.732 <0.001
T
MiR-17-5p 0.224 <0.001
MiR-200b 0.323 <0.001
MiR-106b 0.387 <0.001
MiR-15b 0.416 <0.001
MiR-141 0.425 <0.001
MiR-22 0.448 <0.001
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Figure 2 MiR-17-5p expression in endometrial tissues
XA, *P<0.01,
Compared with control group, **P<0.01.
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Figure 3 Endometrial stromal cell morphology and surface marker expression

(A) = B B T WS 7y P9 B[R] R 20 T 25 (brR =50 pm); (B) BP9 R M vimentin 1 Cytokeratin?'f“? PR ) S 200 i v )

FIRMEDL(a:

EWURAEAI B RANN; b EMsTENZRIRANML; o EMsSOLE] BANME) (FR R =25 pm)

(A) Morphology of endometrial stromal cells under a optical microscope (scale =50 pm); (B) Expression of vimentin and cytokeratin in

endometrial stromal cells detected by immunofluorescence (a: uterine fibroid eutopic stromal cells; b: EMs eutopic stromal cells; c: EMs

ectopic stromal cells) (scale =25 pm).
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Figure 4 Expression of miR-17-5p and MMP-2 in endometrial stromal cells
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(A) qRT-PCR detection of miR-17-Sp and MMP-2 expression; (B) Western blot detection of MMP-2 expression. Compared with control

group, *P<0.0S.
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(A) Complementary binding sequence of miR-17-Sp and MMP-2 predicted in Target Scan website; (B) Detection of double luciferase
reporter gene; (C) qRT-PCR detection of miR-17-Sp and MMP-2 expression; (D) Western blot detection of MMP-2 expression; (E) Impact
of miR-17-5p activity on MMP-2 detected by gelatin zymography. Compared with NC group, *P<0.0S.
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Figure 6 Effect of miR-17-Sp on the proliferation capacity of EM ectopic mesenchymal cells
(AN sC B AT (B) A FE R IMAR . SNCALMIEL, *P<0.05,
(A) Cell clone formation; (B) Cell clone formation rate. Compared with NC group, *P<0.05.
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Figure 7 Effect of miR-17-5p on the invasion ability of EM ectopic mesenchymal cells ( x 200)
(A) A2 K (bR = 100 um) 5 (B) 4l il (2840 . SNCULAHLL, *P<0.05.
(A) Cellinvasion (scale = 100 ym); (B) Number of cell invasion. Compared with NC group, *P<0.0S.
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Figure 8 Effect of miR-17-5p on the migration capacity of EMs ectopic mesenchymal cells ( X 200)
(A) 4TS (P R = 200 pm) ;- (B)AIMLER K, SNCAAMIEL, *P<0.05,
(A) Cell migration diagram (scale = 200 pm); (B) Cell migration rate. Compared with NC group, *P<0.0S.
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