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Study on the relationship between serum Nesfatin-1 expression and
glucolipid metabolism and BMI in patients with hypertension
complicated with T2DM and DR
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Abstract: Objective To investigate the relationship between serum Nesfatin-1 expression and glucolipid
metabolism and body mass index(BMI) in hypertensive patients with type 2 diabetes mellitus (T2DM) compli-
cated with diabetic retinopathy(DR). Methods From January 2017 to June 2020,50 patients with hyperten-
sion complicated with T2DM without DR (group A) and 72 patients with hypertension complicated with
T2DM and DR(Group B) were selected as the research objects. They were divided into 33 patients with non-
proliferative DR(group B1) and 39 patients with proliferative DR(group B2). Serum Nesfatin-1 level was de-
tected in group A and B,and the relationship between serum Nesfatin-1 level and glucolipid metabolism and
BMI was analyzed. Results The history of hypertension and diabetes in group B was significantly longer than
that in group A,the levels of FPG,HbAlc, HOMA-IR and BMI were significantly higher than those in group
A,and the HDL-C level was significantly lower than that in group A(P<C0. 05). The history of hypertension
and diabetes in group B2 was significantly longer than that in group Bl,HDL-C level was significantly lower
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than that in group Bl,and HOMA-IR and BMI levels were significantly higher than those in group Bl (P <C
0.05). The level of serum Nesfatin-1 in group B was significantly lower than that in group A,and the level of
serum Nesfatin-1 decreased with the aggravation of DR degree(P <C0. 05). Correlation analysis suggested that
serum Nesfatin-1 level in group B was negatively correlated with the history of diabetes, HOMA-IR and BMI,
and positively correlated with HDL-C level (P <C0. 05). Multiple Logistic regression analysis suggested that
HOMA-IR and BMI were independent risk factors for DR in patients with hypertension complicated with
T2DM,and serum Nesfatin-1 level was protective factor. Conclusion The level of serum Nesfatin-1 in patients
with hypertension complicated with T2DM and DR is correlated with the course of T2DM, HOMA-IR, BMI
and HDL-C levels. Multivariate analysis confirmed that high level of Nesfatin-1 is a protective factor of DR.

Nesfatin-1; body mass index
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