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Correlation between serum myostatin level and vascular calcification
in patients with diabetic nephropathy
MA Yi,ZENG Shuchun

Department of Nephrology ,Sichuan Mianyang 404 Hospital ,Mianyang ,Sichuan 621053 ,China

Abstract: Objective To explore the correlation between serum myostatin level and vascular calcification
in patients with diabetic nephropathy (DN). Methods A total of 120 patients with DN treated in this hospital
from May 2019 to May 2021 were selected as case group. According to Mogenson staging criteria and related
examinations,the case group was further divided into case A group (stage | /[ ).case B group (stage [[[),
case C group (stage [V),and case D group (stage V). Another 30 people who underwent physical examination
in this hospital during the same period were selected as control group. Cervical vascular calcification was ex-
amined by color Doppler ultrasound,and serum myostatin level was detected by enzyme-linked immunosor-
bent assay (ELISA). Receiver operating characteristic (ROC) curves were drawn to evaluate the predictive
value of serum myostatin for vascular calcification in DN patients. Results There was no significant difference
in serum myostatin between case A group and control group (P>>0. 05) , while the serum myostatin of case B,
C,and D groups was lower compared with the control group,the difference was statistically significant (P <C
0.05). The carotid artery calcification rate of case A,B,C,and D groups was higher than that of the control
group,and the carotid artery calcification rate of the case D group was higher than that of the case A and B
groups,with statistical significance (P <0. 05). The Ca’” X P~ and CRP level in DN patients with vascular
calcification were higher than those in non-vascular calcification, while the myostatin level was lower than that
in non-vascular calcification (P <C0. 05). Correlation analysis showed that myostatin negatively correlated with
Ca®" XP* and CRP level (r=—0.293,—0.361,P=0.015,0.019). The area under the ROC curve (AUC) of
serum myostatin, CRP level and Ca®" X P’" predicting the vascular calcification in DN were 0. 734,0. 683 and

0. 698. Multivariate Logistic regression analysis showed that high level of myostatin was a protective factor for
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vascular calcification in DN patients, while high CRP and high calcium-phosphorus product were risk factors

for vascular calcification in DN patients (P<C0. 05). Conclusion Serum myostatin level is elevated in patients

with DN,and the serum myostatin level in DN patients with vascular calcification is higher. Serum myostatin

has a certain predictive value for vascular calcification in patients with DN, and is expected to be a biomarker

for early vascular calcification in patients with DN,
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