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[Abstract] Objective To investigate the role of Jumonji domain-containing protein 3 (JMJD3) in the
mouse liver ischemia reperfusion injury (IRI),and whether inhibition of JMJD3 could alleviate liver IRI. Meth-
ods Established the mice IRI model, Western blot and immunohistochemistry were used to detect the expres-
sion and location of JMJD3. Established a hypoxia-reoxygenation injury model of AML-12 hepatocytes, West-
ern blot was used to detect changes in the protein level of JMJD3;Silenced JMJD3 in AML-12 cell with ShR-
NA,CCK-8 was used to detect the effect of silencing JMJD3 on the cell viability of AML-12,while inhibiting
the activity of C-jun N-terminal kinase (JNK) to further explore whether the JNK-p53 signaling pathway reg-
ulating JM]JD3. Verified that GSK-J4 pretreatment inhibited the effect of JMJD3 on liver IRI in the mice IRI
model. Results Mice liver IRI increased the expression of JMJD3,and JMJD3 was mainly expressed in liver
cells. Hypoxia and reoxygenation injury could also lead to an increase in AMI-12 protein levels. Silencing JM-
JD3 reduced the apoptosis of AMI-12 caused by hypoxia and reoxygenation injury,and JMJD3 was regulated
by the JNK-p53 signaling pathway. In the mice IRI model, GSK-]J4 pretreatment significantly reduced the lev-
els of alanine aminotransferase (ALT) and aspartate aminotransferase (AST) after 6 and 24 hours of IRI,and
hematoxylin-eosin (HE) staining and TUNEL staining found that inhibiting JMJD3 could alleviate the patho-
logical changes of IRI 6 h and reduce hepatocyte apoptosis. Conclusion Inhibition of JMJD3 could alleviate
mouse liver IRI,JMJD3 is regulated by JNK-p53 pathway.
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B IMJD3 /& JNK-p53 15538 1) T ligsr+. A E
AL JNK-p53-IMJD3 15 53 517 5 1T 40 i 7
T, WS R IMID3 B 45 5 4 i 771 GSK-J4
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JD3 AR IR YT IRT (48 19 48 s, {H X T JNK-p53
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