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Abstract Objective: To explore the association among ASP gene rs2250656 locus polymorphism, lipid me-
tabolism and the severity of coronary heart disease in the Han and minorities in Xinjiang. Method: Eight hundred
and eighteen patients with coronary heart disease in Xinjiang were included, in which 489 in the Han group and
329 in the minority group. Gene polymorphisms were detected by SNPscanTM high-throughput genotyping tech-
nology. Blood lipid levels and coronary lesions were tested. Result: ASP gene rs2250656 locus TT genotype in the
Han group (61.8%) was significantly higher than that in the minority group (52. 9%), TC genotype in the mi-
nority group (32.9%) was significantly higher than that in the Han group (41.3%), the distribution difference
was statistical significant (P <C0. 05) ., and there was a significant difference in the frequency distribution of alleles
T and C between the two groups (P <C0.05). The difference in triglyceride levels among genotype subgroups in
the minority group was statistically significant (P <C0. 05), the triglyceride level in the CC genotype was signifi-
cantly higher than those in the TT genotype and TC genotype. The difference in the degree of coronary artery dis-
ease among genotype subgroups in the minority group was statistically significant (P <C0. 05), the severity of cor-
onary artery disease in the CC genotype was significantly higher than those in the TT genotype and TC genotype.
Conclusion: The C allele of the rs2250656 locus of the ASP gene is associated with an increased triglyceride level in
patients with coronary heart disease in ethnic minorities. The CC genotype may be one of the risk factors for coro-
nary heart disease in ethnic minorities, while it may not be a specific correlation with coronary heart disease in Han
nationality.
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VAl

IR S DR R AL 3 Fh RN R0 22 S A
il L (4? =6.569, P <C0.05), WHEH TT
FEPRR(61. 8 %0) B ik v T/ B R B 4 (52. 9 %6) , 1L
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F1 WHREASVHREEN —BIFMELR
Table 1 General data r+s,M(P25,P75)
By NE| DU 2H (489 ) ER A (329 ) x:/t 4 P i
/B8 334(68. 30) 223(67.78) 0.025 0. 875
L/ ) 155(31.70) 106(32.22) — —
g /451 %) 230(47.03) 135(41.03) 2.621 0.105
Y /451 ) 157(32.11) 80(24. 32) 5.552 0.018
AEWS /% 57.47411. 26 54,2448, 02 4.502 0. 000
BMI 25.3743. 20 27.5943. 64 —6.154 0. 000
TG/(mmol « L™1) 2.0141.47 2.0541.38 —0.373 0.957
TC/(mmol » L) 4.6541.25 4.17+1.31 5.224 0. 000
HDL-C/(mmol « L™1) 1.04740.98 0.8940. 31 7. 340 0. 000
LDL-C/(mmol « L") 2.9840.98 2.6541.03 4. 667 0. 000
ApoA/(g+ L") 1.234-0. 38 1.11+0. 26 4. 671 0. 000
ApoB/(g+ L1 0.93%£0. 38 0.8140. 31 2.163 0. 031
LP(a)/(mg+ L") 171.27(101.55,288.57) 150. 95(85. 05,276. 65) — 1,488 0.137
% 2 Hard-Weinberg F &6 3§
Table 2 The Hard Weinberg equilibrium test
. U 4 (489 ) ER A (329 D
SEFRAREL WO AR B AR x* P{d SEBRAIEL AR R R R ¥ P H
TT 302 299. 19 0.62 0.55 0. 46 174 178.01 0.53 1.29 0.26
TC 161 166. 61 0.33 136 127.99 0.41
cC 26 23.19 0.05 19 23.01 0.06
T 765 0.78 — — 484 0. 74 — —
C 213 0.22 174 0.26
£ 3 rs2250656 EEE S S
Table 3 The distribution of rs2250656 genotypes
Fk A A e 30|
4 5
TT TC cC P14 T C P14
BU 41 (489 ) 61.8% 32.9% 5.3% 0.037 78.22% 21.78% 0.029
ECR A (329 D 52.9% 41.3% 5.8% 73.56% 26.44%
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Table 4 Blood lipid levels in genotype subgroups T *s,M(P25,P75)
DU 2H 3 PR 7Y b B e 4 P A
rs2250656
TT TC cC Ffi P14 TT TC cC F{i P
TC/(mmol » L=1) 1.70=%1.30 1.5941.17 4.32740.99  1.34 0.262 4.2141.31 1.16=41.34 3.8841.10  0.56 0.570
TG/(mmol » L= 1) 2.1041. 63 1.8741.17 1.7440.89  1.88 0.154 2.1941.59 1.8241.06 2.314£1.08  3.17 0.043
HDL-C/(mmol « L=1) 1,030, 25 1.0740.27 0.99-£0.20  2.32 0.100 0.90-£0. 33 0.8940. 27 0.84-£0.22  0.34 0.712
LDL-C/(mmol « L=1)  3,03%1.00 2.91-40. 94 2.810.76 10 0.333 2.68+1.01 2.66+1.06 2.2840.97  1.28 0.280
ApoA/(g+ L~ 1) 1.2040. 26 1.2940.55 1.1440.21  3.42 0.033 1.7440.27 1.0820. 24 1.1040.24  1.82 0.163
ApoB/(g+ L—1) 0.9540. 43 0.900. 29 0.870. 20 18 0.309 0.890. 31 0.86=0. 30 0.870.27  0.28 0.758
181. 96 145.22 180. 34 149. 39 155. 64 95.79
LP(a)/(mg+ L~ 1) 3.56 0.169 3.91 0.142
(104.82,302.89)  (85.70,265.13) (112.17,342.41) (80.08,266.08) (103.14,301.54) (63.61,244.70)
x5 ZEEFATABKRETREELR
Table S The severity of coronary artery disease in genotype subgroups rts
UG 2R (489 i) DRCRE AL (329 )
rs2250656
TT TC CcC P1H TT TC CC P {H
Gensini PE4 59.91435.89 58.84+37.64 56.68+36.58 0.226 47.09439.94 35.50427.99 57.14+50.17 0. 044
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