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Expression and clinical significance of miR - 202 and its target gene glypican - 3 in

hepatocellular carcinoma

ZHOU Xiaoying', LIN bin',HOU Yuhua', SI Shuping’

'Department of Nursing, Wuxi Branch of Jiangsu Union Technical Institute, Wuxi 214028; ’Department of
Gastroenterology , Wuxi People’ s Hospital Affiliated to Nanjing Medical University , Wuxi 214000, China

[Abstract] Objective: This study aims to explore the molecular mechanism of the interaction between hepatocellular carcinoma
(HCC) markers of glypican-3(GPC3)and miR-202. Methods: Total 126 cases of clinical HCC tissue samples and serum samples were
collected. The expression of GPC3 was detected by immunohistochemistry, and the level of circulating miR-202 was detected by qRT-
PCR. The HepG2 cells were cultured and transfected with miR-202 mimics, the expression of miR-202 was detected by qRT-PCR, and
the expression of GPC3 protein was detected by Western blot. The effect of miR-202 mimics on the proliferation activity of HepG2 cells
was detected by CCKS assay. Luciferase reporter gene was used to determine the regulation of miR-202 on GPC3. Results: The total
positive rate of GPC3 in 126 cases of HCC was 77.78%. Its expression level was not related to the patient’s gender, age , tumor size and
clinical stage, but was highly correlated with the type of histological differentiation and microvascular invasion. The circulating miR -
202 in HCC patients was at a low level, and was inversely correlated with the expression level of GPC3 in cancer tissues. The
expression of miR -202 was up - regulated in HepG2 cells, and the expression of GPC3 was down -regulated accordingly, and the
proliferation activity of cancer cells was thus inhibited. Luciferase experiment confirmed that miR-202 could directly and negatively
regulate the expression of GPC3. Conclusion: This study demonstrates that GPC3 is directly regulated by miR - 202, and high
expression of GPC3 is a sign of malignant biological feature of HCC. Any targeted GPC3 therapeutic strategy, if it can assist to improve
the function of miR-202, may produce a synergistic anti-tumor effect for HCC.

[Key words] hepatocellular carcinoma ; circulating miR-202 ; glypican-3 ; targeted therapy ; mechanism
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Figure 1

®1 HCCREE GPCIRILSIGARBEFFHILZ EHIXF
Table 1 Relationship between GPC3 expression and clini-

copathological features of HCC

S GPC3[n(%)]
I PREFFAE n WITE BITE P1H
PR 0.821
B 97 75(77.32)  22(22.68)
5’8 29 23(79.31)  6(20.69)
AR 0.446
=56% 64 48(75.00) 16(25.00)
<56% 62 50(80.65) 12(19.35)
E eSSt 0.029
A delv 62 42(67.74) 20(32.26)
(357 g A els] 41 36(87.80)  5(12.20)
KA em 23 20(86.96)  3(13.04)
Jiehgeg /N 0.244
=5.0cm 75 61(81.33) 14(18.67)
<5.0cm 51 37(72.55) 14(27.45)
[BUIR=E =) <0.001
PR 82 77(93.90)  5(6.10)
B 44 21(47.73)  23(52.27)
BCLCIIfi R4 A 0.423
Stage A 29 20(68.97)  9(31.03)
Stage B 63 51(80.95) 12(19.05)
Stage C~D 34 27(79.41)  7(20.59)
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Figure 3 Effects of miR-202 overexpression on GPC3 expression in HepG2 cells
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Figure 5 Results of luciferase reporter gene assay
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