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by terminal dUTP nick-end labelling( TUNEL). The expression levels of p-CaMK Il and p¥RK1 /2 protein in testis

of heat stress group were significantly higher than those in control group. Conclusion

perthermia significantly induces the expression of testicular p-CaMK II

A single acute scrotal hy—

activation of CaMK II may play an impor—

tant role in heat-induced apoptosis of testicular germ cells and the CaM-CaMK [I and ERK1/2 signaling pathways

may be involved.
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Role of SIRT1 in hepatocyte inflammatory

injury caused by firstdine anti-tuberculosis drugs
Ma Yu Zhang Yiyang Jia Yunpeng et al
(School of Public Health North China University of Science and Technology Tangshan 063210)

Abstract Objective To investigate the role of silencing information regulator 1 (STRT1) in hepatocyte inflamma—
tory injury induced by anti4uberculosis drugs. Methods Human hepatocytes HL7702 were cultured. The experi—
ment was divided into 6 groups: blank control group(C) drug(Isoniazid + Rifampicin + Pyrazinamide) group(I +
R +P) drug(Isoniazid + Rifampicin + Pyrazinamide) + SIRT1720 group(I + R + P +S) SIRT1720 group(S)
drug(Isoniazid + Rifampicin + Pyrazinamide) + EX527 group(I + R + P + E) and EX527 group(E). HE staining
was observed the changes of cell morphology. The expressions of SIRT1 NF-KB p65 1L-6 and TNF-« were deter—
mined by RT-PCR and WB. Results The results of HE staining showed that the 3Y group displayed obvious apop—
tosis compared with the C group the degree of hepatocyte injury in the 3YS group was significantly reduced and
the 3YE group exacerbated the degree of hepatocyte injury. The degree of hepatocyte injury in the 3YS group was
significantly reduced while the 3YE group exacerbated the degree of hepatocyte injury. Compared with the blank
control group the content of ALT and AST increased and the expression of SIRT1 mRNA and protein decreased
while the mRNA and protein expression of NF+«B p65 increased(P <0.01) and TNF-o IL-6. mRNA and pro—
tein expression were elevated(P <0.01). In combination with SIRT1 agonists the expression of cytokines TNF-o
and IL-6 can be inhibited and the combination of SIRTI inhibitors further increases the expression of inflammatory
factors. Conclusion The combination of firstdine anti-tuberculosis drugs can cause liver cell damage inhibit the
expression of SIRT1 increase the expression of NF«B p65 and increase the expression of inflammatory factors 1L—
6 and TNF-« and promote inflammation. Activation of SIRTI can effectively reduce the expression of NF+«B p65
and reduce the occurrence of inflammatory injury of hepatocytes.
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