Acta Universitatis Medicinalis Anhui 2021 Aug; 56( 8) e 1257 -

12021 -7 -28 11:36 > https: //kns. enki. net/kems/detail /34. 1065. R. 20210728. 1015. 015. html
(SA) ( obstructive jaundice 0OJ)
o 54 SD
( Sham ) N
(o1 ) I
WSA SA SA 3.6
(sr ) . 0J
mg/kg. ELISA )
( ALT) . ( AST) . ( TBIL) A A °
HE  Masson 4E( eukaryotic translation initia—
. 1.1 . West— tion factor 4E elF4E)
em blot  elF4E.P4EBPI . 0J mRNA 57 7-
ALT.AST.TBIL [.1 ( 7-methylguanosine m7G)
elF4E.P4EBP1 o SA
ALT.AST.TBIL  0OJ I. 3
i 0J elF4E 0J
P4EBP1.elF4E.
4EBP1 IF4E .
¢ ( soudium aescate SA) .
° 4
elF4E; P4EBP1; ; ; ’ , ’
R 575 o SA  0J
A 1000 —1492(2021) 08 — 1257 - 06 °
doi: 10. 19405 /j. enki. issn1000 — 1492.2021. 08. 017 SA
2021 -03 -10
( :1808085MH270) : 1
( :2017xkj034) 1.1
230601
1.1.1 54 N N SD
200 ~250 ¢
E-mail: 65208928 @ qq. com SYXK( )2020 -001.

cell apoptosis was detected by flow cytometry with Annexin VFITC/PI staining cell migration and invasion were
detected by Transwell assay and the expression levels of proteins related to Wnt/B-catenin pathway were detected
by Western blot. After treating OSCC cells transfected with si-circPIPSK1A with Wnt/B-eatenin signaling agonist
LiCl cell viability colony formation apoptosis migration and invasion were determined. Results CircPIPSK1A
was up—regulated in OSCC tissues and cells ( P <0.05) . After silencing of circPIPSK1A the cell viability colony
formation migration and invasion in OSCC cells decreased ( all P <0.05) cell apoptosis significantly increased
(P <0.05) and the expression levels of Wntl and B-catenin protein decreased ( P <0.05) . LiCl inhibited the
inhibitory effect of silencing circPIPSK1A on the growth and metastasis of OSCC cells ( P <0.05) . Conclusion
Silencing of circPIPSK1A can inhibit the growth and metastasis of OSCC cells by inhibiting the Wnt/B-catenin sig-
naling pathway.
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Effect of sodium aescinate on hepatic fibrosis

induced by bile duct ligation
Wang Weichen Zhou Dachen Cui Xiao et al
( Dept of Hepatobiliary Surgery The Second Affiliated Hospital of Anhui Medical University Hefei 230601)

Abstract Objective To explore the effect of sodium aescinate( SA) on hepatic fibrosis induced by bile duct liga—
tion. Methods 54 male SD rats were randomly divided into 3 groups. Rats in the control group ( Sham) were only
given equivalent normal saline ( NS) injection each day after laparotomy. Rats in obstructive jaundice group ( OJ
group) were only given equivalent NS injection each day after operation. Rats in SA group were given SA injection
at the dose of 3. 6 mg/kg each day after operation. There were 18 rats in each group. The expression of alanine ami—
notransferase( ALT) aspartate aminotransferase( AST) total bilirubin( TBIL) was detected by ELISA. The changes
of morphological structure and the collagen fiber of rats’ liver were revealed by HE and Masson staining. The ex—
pression of collagen [ and collagen Il was detected by immunofluorescence. The expression of P-4EBP1.elF4E
was detected by immunohistochemical and Western blot analysis. Results In O] group the structures of liver were
disordered the expression level of ALT AST and TBIL in SA group significantly increased the expression level of
collagen [ and collagen Il significantly increased and the expression of elF4E and P-4EBP1 in hepatocytes de—
creased. Compared with O] group the expression levels of ALT AST and TBIL in SA group significantly decreased
the expression levels of collagen [ and collagen [l significantly decreased and the expression of elF4E and P-
4EBP1 in hepatocytes increased. Conclusion SA can reduce liver fibrosis by promoting the phosphorylation of
4EBP1 and activating the expression of elF4E to protect liver cells.
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