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Serum levels of sFRP2 and omentin-1 in patients with hypertrophic cardiomyopathy and its
relationship with inflammatory factors and cardiac function indexes
ZHONG Bin.SU Jian” .ZHANG Pei
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Chinese Medicine s, Ankang » Shaanxi 725000,China

Abstract: Objective  To investigate the relationship between serum secreted frizzled-related protein 2
(sFRP2) and omentin-1 levels and inflammatory factors and cardiac function in hypertrophic cardiomyopathy
(HCM) patients. Methods A total of 110 HCM patients admitted to the Department of Cardiology of Ankang
Hospital of Traditional Chinese Medicine from July 2018 to May 2021 were selected as the HCM group. Ac-
cording to the maximum left ventricular posterior wall thickness (LVPWT) ,they were divided into mild hy-
pertrophy group (57 cases), moderate hypertrophy group (42 cases) and severe hypertrophy group (11 ca-
ses). Another 64 volunteers with normal cardiac function during the same period were selected as the control
group. The general data, biochemical indicators and echocardiographic indicators of the 4 groups were com-
pared. ELISA was used to detect the levels of serum sFRP2 and omentin-1. Pearson correlation analysis was
used to analyze the correlation between serum sFRP2,omentin-1 levels and inflammatory factors and cardiac
function indexes in HCM patients. Results Compared with the control group, the diastolic blood pressure,
systolic blood pressure, left ventricular myocardial mass (LVMM) and LVPWT in the mild hypertrophy
group,moderate hypertrophy group and severe hypertrophy group were significantly increased (P <C0. 05).
There was no significant difference in body mass index,age, sex, total cholesterol and blood uric acid among
the 4 groups (P>>0.05). Compared with the control group,the mild hypertrophy group,the moderate hyper-
trophy group and the severe hypertrophy group had significantly lower serum levels of sSFRP2 and omentin-1
and significantly higher serum levels of interleukin-6 (IL-6) and tumor necrosis factor-a (TNF-a) (P<C0. 05).
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Pearson correlation analysis showed that serum sFRP2 and omentin-1 expression levels were associated with
diastolic blood pressure (r=—0. 43, —0. 53, P <(0. 05), systolic blood pressure (r = —0. 44, —0. 55, P<
0.05),LVMM((r=—0.42,—0.66,P<0.05), LVPWT (r=—0. 44, —0.62,P<0.05),1L-6 (r=—0. 42,
—0.52,P<C0.05) and TNF-a (+=—0.42,—0.58,P<C0.05) showed a negative correlation in HCM patients.

Conclusion

Serum sFRP2 and omentin-1 levels are low in HCM patients. Detection of serum sFRP2 and

omentin-1 levels is helpful to evaluate the occurrence and development of HCM.
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