* 1718 » Acta Universitatis Medicinalis Anhui 2021 Nov; 56( 11)

12021 -9 -7 14:45 > https: / /kns. cnki. net/kems/detail /34. 1065. R. 20210907. 1400. 007. html
123 123 123 45 123
(2- ) ( DEHP) ) - +DEHP 0. 05 mg/kg +DEHP 5 mg/kg
+ DEHP 500 mg/kg DEHP 500 mg/kg
60 SD 6 . (
(ALT) . ( AST) HE
2021 -07 -01 Western blot PAMPK  lipind
: ( :51672004) ; o DEHP ALT.AST
( : 1608085MH176)
! 230032 lipind P-AMPK
2
230032 DEHP lipind ~ P-AMPK
} 230032
4
) , 2- ; lip—
230001 ( ) P
5 ind; P-AMPK
230001
R 575.5;, R 996
Fomail: wiei@ A 1000 - 1492(2021) 11 - 1718 - 05

doi: 10. 19405 /j. cnki. issn1000 — 1492.2021. 11. 008

ahmu. edu. cn;
E-mail: xu_

Weiping666@ 163. com ( alcoholic fatty liver AFL)

The expression of RBM2S in colorectal cancer and

its effect on cell proliferation
Wang Fengjie Guo Aijun Gong Zhizhong et al
( Dept of Biology School of Life Science Anhui Medical University Hefei 230032)

Abstract Objective To investigate the expression of RNA binding motif protein 25 ( RBM25) in colorectal canc—
er ( CRC) tissues and further explore its effects on the function of CRC cells. Methods The TCGA database was
used to analyze the differential expression of RBM25 in CRC and corresponding normal tissues and the correlation
between the expression of RBM25 mRNA and the prognosis of CRC patients. QRT-PCR and Western blot were con—
ducted to determine the expression of RBM25 in the mRNA and protein levels in clinical CRC tissues and paired
normal tissues respectively. CRC cell line HCT 116 was transfected with RBM25-siRNAs and then CCK-8 exper—
iments and colony formation experiments were performed to investigate the effects of RBM25 knockdown on the
growth and proliferation of CRC cells. Results TCGA database analysis showed that the differential expression of
RBM25 mRNA between CRC tissues and corresponding normal tissues was not statistically significant ( P >0. 05)
but the level of RBM25 mRNA was negatively correlated with the patient’s prognosis ( P <0.05) ; The results of
qRT-PCR showed that RBM25 mRNA was higher in CRC tissues than that in paired normal tissues but the differ—
ential expression was not statistically significant ( P >0. 05) . Western blot results showed that RBM25 was upregu—
lated in CRC tissues ( P <0. 05) ; RBM25-siRNA knockdown retarded the growth and proliferation of CRC cell line
HCT 116 ( P <0.05) . Conclusion The upregulation of RBM25 protein promotes the growth and proliferation of
CRC cells suggesting that RBM25 may be related to the occurrence and progression of CRC.
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The mechanism of alcohol and high-fat diet induced alcoholic
fatty liver in rats promoted by DEHP

Xu Qiang' >’ Huang Song' > Ji Ke'*® et al
( 'Institute of Clinical Pharmacology Anhui Medical University Hefei 230032;°Key Laboratory
of Anti-inflammatory and Immune Medicine Ministry of Education Hefei 230032;°Anhui Collaborative
Innovation Center of Anti-inflammatory and Immune Medicine Hefei 230032)

Abstract Objective To study the mechanism of di2-ethylhexyl phthalate ( DEHP) in promoting alcoholic fatty
liver induced by alcohol combined with highfat diet. Methods 60 SD male rats were divided into 6 groups ran—
domly normal group model group ( alcohol) alcohol + DEHP 0.05 mg/kg group alcohol + DEHP 5 mg/kg
group alcohol + DEHP 500 mg/kg group and DEHP 500 mg/kg control group. The serum and liver tissues of rats
were taken and the levels of alanine aminotransferase( ALT) and aspartate aminotransferase( AST) in the serum
were analyzed by biochemistry. The liver injury state of rats was observed by HE slices. The expression levels of P-
AMPK and lipinl protein in liver tissues were detected by Western blot. Results DEHP promoted the accumula—
tion of ALT and AST in serum aggravated the pathological state of mice induced by alcohol combined with high-fat
diet and at the same time increased lipin protein level and inhibited P-AMPK protein level. Conclusion DEHP
may aggravate the pathological process of alcoholic fatty liver rats by mediating lipin4 and P-AMPK protein levels.
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