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Mechanism of NF-kB mediating oxidative stress in gestational diabetes mellitus in rats HU Huihui.Department of
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[Abstract] Objective To explore the molecular mechanism of nuclear factor—kappa B (NF-kB) mediating oxidative
stress in gestational diabetes mellitus in rats.Methods Totally 36 pregnant rats that molded by gestational diabetes melli—
tus were randomly divided into NF—kB inhibitor PDTC group (PDTC group) , gestational diabetes mellitus group (GDM
group) and normal pregnancy group (control group).The malondialdehyde (MDA ) , superoxide dismutase (SOD) activity
and reactive oxygen species (ROS) level in the placental tissue homogenate of each group were detected by colorimetry,
and expression level of SOD and NF-kB—p65 were detected by Western blotting. Results Compared with the control
group , the MDA content of the GDM group increased , the SOD activity decreased, and the ROS level increased.The differ—
ences were statistically significant (1=-7.23, 6.88,-7.59, P<<0.05).Compared with the GDM group, the MDA content of
the PDTC group decreased ,the SOD activity increased , and the ROS level decreased.The differences were statistically sig—
nificant (t = 2.47,-3.04,3.01, P<0.05).Compared with the control group, the expression of NF—kB-p65 was increased
in the GDM group, and the expression level of SOD was decreased.The differences were statistically significant (=-4.35,
9.69, P<<0.05).Compared with the GDM group, the expression level of NF—kB-p65 was decreased and the expression le—
vel of SOD was increased in the PDTC group (t = 9.89,- 5.73, P<<0.05).Conclusion Oxidative damage occurs in gest—
ational diabetes mellitus, and the NF-kB pathway is activated.Inhibition of NF=kB can improve oxidative damage in ges—
tational diabetes mellitus.
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HEZH L%, GDM 2H ' MDA & & FH 5, SOD 15 1 1%
X, ROS KT, Z 5 WA S it 22 3 LG o )=
-7.23.6.88.-7.59, P ¥J<0.05) ; 5 GDM 4 I %%,
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