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[ Abstract]  Objective To analyze the relationship between polymorphisms of SMARCA4 gene rs1122608 locus and
susceptibility to coronary heart disease (CHD) in Xinjiang population. Methods A total of 959 CHD patients admitted to the
Heart Center of the First Affiliated Hospital of Xinjiang Medical University from 2017 to 2019 were selected as the CHD group.
A total of 924 non—CHD patients admitted to the Heart Center of the First Affiliated Hospital of Xinjiang Medical University
during the same period were selected as the control group, including 437 cases of cardiac neurosis, 357 cases of hypertension,
85 cases of pulmonary hypertension and 45 cases of valvular heart disease. General data and laboratory test indicators of patients
were collected, and genotypes and alleles of rs1122608 locus of SMARCA4 gene were detected. Hardy—Weinberg genetic
balance test was used to evaluate the population representation of the samples. The influencing factors of CHD were investigated
by unconditioned binary Logistic regression analysis. Results The proportion of smokers, hypertension and diabetes, total
cholesterol (TC) , low density lipoprotein cholesterol (LDL—-C) , apolipoprotein B (ApoB) , lipoprotein (a) [Lp (a) ] and fasting blood
glucose in CHD group were higher than those in control group, and high density lipoprotein cholesterol (HDL—-C) was lower than
that in control group (P < 0.05) . The results of Hardy—Weinberg genetic balance test showed that the genotype distribution of
rs1122608 locus of SMARCA4 gene in both control group and CHD group was consistent with Hardy—Weinberg genetic balance
(P > 0.05) . There was no statistically significant difference in the genotype and allele frequency of the rs1122608 locus of the
SMARCA4 gene between the two groups (P > 0.05) . The results of unconditional binary Logistic regression analysis showed that

smoking, hypertension, elevated Lp (a) , and elevated fasting blood glucose were independent risk factors for CHD, while elevated
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HDL-C was an independent protective factor for CHD (P < 0.05) ; the genotype of rs1122608 locus of SMARCA4 gene was not an
influencing factor for CHD (P > 0.05) . Conclusion The polymorphism of rs1122608 locus of SMARCA4 gene is not associated

with susceptibility to CHD in the population of Xinjiang region.
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Table 1 Comparison of general data and laboratory test indexes between the two groups
it H YR (n=924) CHD4 (n=959) Z(x*) 14 PlE
PES (n (%) ) 1.960" 0.162
il 604 (65.4) 656 (68.4)
s 320 (34.6) 303 (31.6)
EW (M (Pys, Prs) , %) 56.0 (48.0, 63.0) 55.0 (48.0, 64.0) —0.278 0.781
BMI (M (P, Pys) , kg/m’) 245 (237, 253) 244 (237, 252) —1.381 0.167
W (n (%) ) 13.981° <0.001
i 587 (63.5) 528 (55.1)
= 337 (36.5) 431 (449)
I (n (%) ) 0.183° 0.669
i 651 (70.5) 667 (69.6)
o 273 (29.5) 292 (30.4)
i (n (%) ) 13.528" <0.001
¥ 567 (61.4) 508 (53.0)
el 357 (38.6) 451 (47.0)
BRI (n (%) ) 23.192" <0.001
¥ 792 (85.7) 739 (77.1)
H 132 (14.3) 220 (22.9)
Mg (n (%) ] 2.926" 0.087
T 876 (94.8) 891 (92.9)
f 48 (5.2) 68 (7.1)
TG (M (P, P;s) , mmol/L) 1.49 (1.01, 2.16) 152 (1.07, 2.32) —1.924 0.054
TC (M (Py, Pys) , mmol/L) 4.01 (3.34, 4.70) 424 (337, 5.10) —4.607 <0.001
HDL-C (M (P, P;s) , mmol/L]) 1.03 (0.84, 1.24) 0.94 (077, 1.12) —6.557 <0.001
LDL-C (M ( Py, Ps5) , mmol/L) 252 (1.92, 3.08) 2.68 (1.95, 3.32) —3.766 <0.001
ApoAl (M (P, Pys) , g/L) 1.2 (1.0, 1.4) 1.2 (1.0, 1.4) —0.208 0.835
ApoB (M (P, Pys) , g/L] 0.87 (0.68, 1.06) 0.90 (0.71, 1.09) —1.984 0.047
Lp (a) (M (P, Pys) , mmol/L]) 138.9 (92.8, 209.1) 158.7 (101.9, 276.9) —4.730 <0.001
ZSHEMHE (M (Pas, P,5) , mmol/L ) 5.0 (4.5, 59) 7.1 (5.7, 95) —20.353 <0.001

e R x Ml CHD=/E.00%, TG==[tHh, TC=iHFE R, HDL-C=g%5 IR R I HE R, LDL-C={K%5 I8 MM EL, ApoAl=#RJ5
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Table 2 Hardy—Weinberg genetic balance test results of the two groups
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Table 3 Comparison of genotype and allele frequency of rs1122608 locus

of SMARCA4 gene between the two groups
JEH A
GG GT T G T
XA 924 643 (69.6) 262 (284) 19(2.1) 1548 (83.8) 300 (162)
CHDZAL 959 654 (68.2) 279 (29.1) 26(27) 1587 (827) 331(173)
X M 1.066 0.707
Pl 0.587 0.400

v
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Table 4 Unconditioned binary Logistic regression analysis of influencing
factors of CHD

Gy B SE Waldyff P OR (95%CI )
A 0265  0.121 4817 0028 1303 (1.029~1.650)
RTINS 0355 0.120 8.805 0003 1.426 (1.128~1.803)
R A —0329  0.194 2876 009  0.720 (0492 ~1.053)
c 0.166  0.105 2491 0.114 1180 (0.961 ~1.449)
HDL-C —0995 0218 20878 <0.001  0.370 (0.241~0.566)
LDL-C 0.090  0.138 0.428 0513 1.094 (0.835~1.433)
ApoB —0.184 0263 0.489 0484 0.832 (0497 ~1.394)
Ip (a) 0001 <0001 12950  <0.001 1001 (1.000~1.002)
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