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ABSTRACT Objective: To investigate the correlation between the levels of serum secreted curly protein 5 (SFRPS), fibroblasts
growth factor 21 (FGF21) and insulin-like growth factor 1 (IGF-I) and blood lipids and the severity of coronary artery disease in patients
with coronary atherosclerotic heart disease (CHD). Methods: A total of 109 patients with CHD (CHD group) who were admitted to our
hospital from June 2018 to June 2021 were selected. According to the types of CHD, they were divided into stable angina group (SAP
group, 32 cases), unstable angina group (UA group, 42 cases) and acute myocardial infarction group (AMI group, 35 cases). According to
Gensini score, they were divided into mild lesion group (£ 20 scores, 42 cases), moderate lesion group (21~40 scores, 44 cases) and se-
vere lesion group (> 40 scores, 23 cases). 53 patients with normal results of coronary angiography in our hospital at the same time were
selected as the control group. Serum SFRP5, FGF21, IGF-I and blood lipid levels were detected and compared in each group, and the cor-
relation between serum SFRPS, FGF21, IGF-I and blood lipids and Gensini score were analyzed. Results: The serum SFRPS, FGF21,
IGF-I and HDL-C levels in patients with CHD with different types and degrees of coronary artery disease were lower than those in the
control group, while the serum TC, TG and LDL-C levels were higher than those in the control group, the differences were statistically
significant (P<0.05). The differences comparison of serum SFRP5, FGF21 and IGF-I levels showed that UA group was lower than SAP
group, AMI group was lower than UA group, moderate lesion group was lower than mild lesion group, and severe lesion group was lower
than moderate lesion group, the differences were statistically significant (P<0.05). The differences comparison of serum TC and LDL-C

levels showed that UA group was higher than SAP group, AMI group was higher than UA group, moderate lesion group was higher than
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mild lesion group, and severe lesion group was higher than moderate lesion group, the differences were statistically significant (P<0.05).
There were no significant differences in serum TG and HDL-C levels between SAP group, UA group and AMI group, as well as between
mild lesions group, moderate lesions group and severe lesions group (P>0.05). Pearson correlation analysis showed that serum SFRPS,
FGF21 and IGF-I levels were negatively correlated with TC, LDL-C and Gensini score (P<0.05). Conclusion: The serum SFRP5, FGF21
and IGF-I levels in patients with CHD are decreased, which are related to the increase of blood lipids level and the aggravation of CHD

lesions.
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Table 1 Comparison of serum SFRPS5, FGF21, IGF-I and blood lipids levels between patients with different types of CHD and the control group(x* s )

Groups n  SFRP5(mgL) FGF21(pgmL) IGF-1(pgL) TC(mmolL) TG(mmol/L) HPL-C LbL-C
(mmol/L) (mmol/L)
Control group 53 1506 3.19 58231+ 5241  92.53% 1248 385+ 0.69 098+ 021 139+ 042  2.08% 0.51
SAP group 32 1132£ 365  423.16t 63.08°  8526% 10.61°  5.03% 0.74°  1.69+ 026°  1.19+ 023°  2.61% 0.69°
UA group 42 9458 220°° 37742+ 50.73°  70.64+ 9.52°° 541+ 0.81°°  1.72# 037 117+ 020° 296+ 0.71°°
AMI group 35 726+ 2.08°° 305.16% 43.19°°° 6325+ 7.72°°° 583 0.92°°° 179+ 0.39°  1.14% 0.18' 336+ 0.88°°°
F - 59.038 227.861 68.595 54.138 70.934 7.104 2 7.074
P - 0.000 0.000 0.000 0.000 0.000 0.000 0.000

Note: compared with the control group, ° P<<0.05. Compared with SAP group, * P<<0.05. Compared with UA group, ° P<<0.05.
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Table 2 Comparison of serum SFRP5, FGF21, IGF-I and blood lipids levels between patients with CHD with different degrees of coronary artery disease

and control group(x+ s)

TG HDL-C LDL-C
Groups n  SFRP5(mg/L) FGF21(pg/mL) IGF-1(pg/L) TC(mmol/L) (mmolL ) (mmol/L ) (mmol/L )
Control group 53 15.06 3.19 58231+ 52.41 92.53+ 12.48 3.85% 0.69 0.98+ 0.21 1.39+ 0.42 2.08+ 0.51
Mild lesion group 42 11.13% 3.61° 411.45% 41.70° 80.31+ 9.27° 4.93% 0.64° 1.70£ 0.24° 1.18+ 0.21°  2.65+ 0.61°
Moderate lesion group 44  9.07+ 2.82°° 363.42+ 48.46°° 7249+ 8.49°° 547+ 0.82°°  1.74% 0.33° 1.16% 0.22° 2.94+ 0.70°°
Severe lesion group 23 6.38+ 1.16°°° 295.74% 33.65°°° 58.54+ 2.72°°° 628+ 0.42°°° 1.78+ 0.35° 1.15+ 0.18° 3.69% 0.50°°°
F - 19.839 53.836 55.017 29.058 88.941 6.926 20.571
P - 0.000 0.000 0.000 0.000 0.000 0.000 0.000

Note: compared with the control group, ® P<<0.05. Compared with mild lesion group, * P<<0.05. Compared with moderate lesion group, * P<<0.05.

JK3F-5 TC ,LDL-C Gensini f43H#) & 412 (P<0.05),5 TG,
HDL-C JeAHM:(P>0.05), W3 3.
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Table 3 Correlation analysis of serum SFRPS, FGF21, IGF-I levels with blood lipids and Gensini score in patients with CHD

SFRP5 FGF21 IGF-1
Indexes
r P r P r P
TC -0.513 0.002 -0.567 0.000 -0.432 0.015
TG 0.213 0.341 0.227 0.295 0.192 0.527
HDL-C 0.204 0.408 0.196 0.493 0.153 0.629
LDL-C -0.639 0.000 -0.662 0.000 -0.491 0.006
Gensini score -0.704 0.000 -0.715 0.000 -0.562 0.000
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