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Abstract: Objective To investigate the relationship between serum nitration stress markers [ nitric oxide
synthase (iNOS) ,nitric oxide (NO),3-nitrotyrosine (3-NT)] and key indicators of glucose metabolism [ fast-
ing blood glucose (FBG) ,fasting insulin (FINS),glycosylated hemoglobin (HbAlc) and insulin resistance in-
dex (HOMA-IR)] and diabetes mellitus disease duration in patients with type 2 diabetes mellitus (T2DM).
Methods A total of 45 patients with T2DM in the outpatient department of the People’s Hospital of Hechuan
District of Chongqing from May to July 2024 were selected as the T2DM group,and 45 healthy people who un-

derwent physical examination in the People’s Hospital of Hechuan District of Chongqing during the same peri-
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od were selected as the control group. Pearson/Spearman correlation analysis was used to analyze the correla-
tion between serum iNOS,NO,3-NT levels and FINS,FBG, HbAlc levels, HOMA-IR, and diabetes duration
in T2DM patients. Results The levels of FBG,FINS and HbAlc in the T2DM group were higher than those
in the control group,and HOMA-IR was higher than that in the control group,and the differences were statis-
tically significant (P<C0. 05). The serum levels of iNOS,NO and 3-NT in the T2DM group were higher than
those in the control group, and the differences were statistically significant (P <0, 05). Pearson/Spearman
correlation analysis showed that serum iNOS level was positively correlated with FINS, HbAlc, HOMA-IR
and diabetes duration in T2DM patients (r/r,=0.412,0. 353,0. 555,0. 423, P <Z0. 05). Serum NO level was
positively correlated with FINS,HbAlc and HOMA-IR (+»=0. 326,0. 375,0. 396, P<0. 05). Serum 3-NT lev-
el was positively correlated with FINS, HbAlc, HOMA-IR and duration of diabetes (+/r, =0. 335,0. 363,
0.332,0.384,P<C0.05). There was NO correlation between serum iNOS, NO, 3-NT levels and FBG levels
(P>>0.05). Serum iNOS level was positively correlated with NO and 3-NT levels (r/r,=0. 314,0. 346, P <<
0. 05). Serum NO level was positively correlated with 3-NT level (=0. 428, P<C0. 05). Conclusion Nitrifica-
tion stress exists in T2DM patients. The levels of serum iNOS,NO and 3-NT are closely related to blood glu-
cose control,insulin resistance and the course of diabetes, suggesting that nitrification stress may be involved
in the pathological process of diabetes.
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