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Role of miR-377 targeted regulation of EGRI in the

pathological mechanism of liver fibrosis in hepatitis B patient

Abstract

LI'Yihong, ZHANG Hong, HOU Bo, XIONG Shouxian
(Department of Gastroenterology, Jianghan Oilfield General Hospital, Qianjiang Hubei 433124, China)

Objective: To study the role of miR-377 targeted regulation of EGR1 in the pathological mechanism of liver
fibrosis. Methods: The expression of miR-377 in serum of patients with liver fibrosis were detected by RT-qPCR.
Egrl was selected as the potential target gene of miR-377 by screening with miR target gene database. The effect
of miR-377mimics on the mRNA and protein expression of Egrl was detected by RT-qPCR and Western blot,
respectively. CCK-8 was used to detect the proliferation of HSC cells and HSC cells transfected with miR-377
which were induced by Angll. RT-qPCR was used to detect the expression of a-smooth muscle actin (a-SMA),
ESP1 and Collagen I after AngII and AnglII + miR-377 stimulated. Results: MiR-377 may be related to the
occurrence and development of liver fibrosis. miR-377 can directly inhibit the mRNA translation and protein
expression of Egrl by binding 3'-URT of Egrl. miR-377 could inhibit the proliferation of liver cells induced by
Angll. miR-377 could inhibit the expression of a-SMA, FSP1 and Collagen I after AngII stimulated and miR-
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377 played an inhibitory role in the process of liver fibrosis. Conclusion: MiR-377 inhibits the proliferation and
pathological process of liver cells by inhibiting the expression of Egr1.

Keywords  hepatic fibrosis; miR-377; early growth response; Angll
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Figure 1 Expression of miR-377 in serum (A) and pathological staging (B) of patients with liver fibrosis

**P<0.01.
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1 AAMEFmiR-377H) FKKF LB (x + 5)
Table 1 Comparison of expression levels of miR-377 in

serum of the two groups (¥ + s)

20 51 n miR-37771K
X HRZH 67 1.00 +0.75
AT i Akl 74 0.29 +0.10
t 8.181

P <0.001

2 BT 4L B E T ERIE S5 B M % i miR-377 B9 Rk
IKFE(x xs)
Table 2 Expression levels of miR-377 in serum of patients

with liver fibrosis at different pathological stages (x + s)

9 FL)-HH n miR-377 ik
0~1 24 1.00 + 0.69
2~4 25 0.52 +0.16
5~6 25 0.39 +0.09
F/P 10.326/<0.001
t/Po 4uson) 3.386/0.001
t/Ps_gys0-1) 4.384/<0.001
/P (s 6vs2-4) 3.524/0.001
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Figure 2 Expression of Egrl mRNA and protein regulated by miR-377 binds to the 3'-UTR

(A)HEIX () FImiRNA(T) B FIEC XS 5 (B) 23R G PEAR I

G0 (C)WesternEDINIAERIINZE S . SAnglIHLHL, **P<0.01,

(A) Predicted pairing of target region (top) and miRNA (bottom); (B) detection results of Luciferase activity result; (C) Western blot

result). Compared with the Angll group, **P<0.01.



MiR-377 ¥E[7) 4% Egrl 1E LI IFLTF AR BN P g fE] 20654, 45 483

A B
LS 3t

1.0

miR-377 expression
Proliferation

0.5

0.0
NC Angll Control Angll AngII+miR-377

&3 miR-377 "] 15 £ Ang LRI S BT Bk 40 B O 1554

Figure 3 miR-377 regulated the proliferation of liver cells stimulated by AngII

(A) RT-qPCREGM miR-377/1 #ih & ; (B) CCR-8KIMANMEIEAH SR . SNCAH LLE:, *P<0.01 ; HAngllHh#, *““P<0.01,

(A) Expression of mir-377 was detectd by RT-qPCR; (B) Cell proliferation was detectd by CCK-8. Compared with the NC group, **P<0.01;
Compared with the AngII group, ““P<0.01.
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Figure 4 Expression of a-SMA (A), FSP1 (B) and Collagen I (C) mRNA detectd by RT-qPCR
S AnglT[UEL, **P<0.01,

Compared with the AnglI group, **P<0.01.
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