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[Abstract] Objective:To observe the correlation of single-nucleotide polymorphisms(SNPs) of chitinase 3-like protein 1(CHI3L1)-
329 G/A and coronary artery disease (CAD) in Jiangsu province. Methods: Total 391 patients were enrolled,including 189 patients
with CAD and 202 controls. The SNP at CHI3L1 -329 G/A was genotyped by ligase detection reaction. Results; Analysis of genotype
frequencies did not reveal any significant difference between CAD patients and controls. There were significant differences in the
frequencies of A allele and A allele carriers among SAP,UAP,and MI groups(P < 0.05 respectively). No associations existed between
the SNP and the severity of coronary artery stenosis (All P > 0.05). Conclusion: These results did not support an involvement of SNP
rs10399931 of CHI3L1 -329 G/A in predisposition to CAD in Jiangsu area.
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ATCRAE T O LRI B2 rh R AE 2422 5, A 55
A7 5 PRI ARAE PR A HP AL O BRZE TP 36.9% , e
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Table 1 General characteristics of the study population

XFHEZH (n=202) LR (n=189)

AEIR (%) 549 + 104 61.2 + 11.1°
B n(%) 89(44.1) 101(53.4)
BEPRIR S n (%) 23(11.4) 57(30.2)**
FIMLES , n(%) 106(52.5) 123(65.1)"
FECIR I, n (%) 65(32.2) 95(50.3) "
W AR S, (%) 51(25.2) 98(51.9)"~
R MRE 5, n (%) 52(25.7) 61(32.3)"
B % (kg/m?) 249 +42 251 + 4.4
HE PRI RN EE Ay 3 (A

GG ,n(%) 81(40.1) 75(39.7)
GA+AA ,n(%) 121(59.9) 114(60.3)
RN G,n(%) 255(63.1) 237(62.7)
RN A, n(%) 149(36.9) 141(37.3)

%R AR, P < 0.05, " *P < 0.01,
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Table 2 Logistic analysis result

HHZE%¥ P ORH 95% CI
W PR I S 1.09 0.00 2.97 1.71~5.16
RS 0.57 0.01 1.77 1.15~2.72
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U FITHEE J52 TCoJ ELI), 182 A DR R o 25 o7 B
2R TegE 2 (P > 0.05,% 3),
%3 =4 CHI3L1-329 G/A EASHUENERRSE
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Table 3 Distribution of genotypes and allele frequencies
of CHI3L1-329 G/A polymorphism in the three

groups [n(%)]
A RAHEOIRA Bk e P
A A
GG 81(40.1) 30(35.3) 45(43.3)
GA+AA 121(59.9) 55(64.7) 59(56.7)  0.50
2V IE- 55|
G 255(63.1)  101(59.4)  136(65.4)
A 149(36.9) 69(40.6) 72(34.6)  0.50
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Table 4 Distribution of genotypes of CHI3L1-329 G/A among different clinical phenotypic subgroups of CAD

[n(%)]

T AN Rl R TR

p
SA UA MI

GG 66(76.7) 7(9.6) 2(6.7)

GA+AA 20(23.3) 66(90.4) * 28(93.3)" <001

OR (95% CI) 31.1(12.3~78.5) 46.2(10.1~211.1)

Allele G 150(87.2) 75(51.4) 12(20)

Allele A 22(12.8) 71(48.6)° 48(80) " <001

OR (95% CI)

6.45(3.7~11.2)

27.27(12.6~59.2)

SA L FRERLLZUR 3 UA  ANFRE BLL SO ML G HUESE . 5 SA AL, "P < 0.01; 5 UA 4ifitk, " P < 0.01,
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0.90,% 5),
£S5 CHI3L1-329 G/A ERESHEER MFEARKBEME
HEEER S HRE
Table 5 Distribution of genotypes of CHI3L1-329 G/A

among different groups according to the severity

of CAD [n(%)]
i M ,
1% 2% 3%
GG 40(21.2) 18(9.5) 17(9.0)
GA 43(22.8) 18(9.5) 26(13.8)
AA 18(9.5) 5(2.6) 4(2.1) 0.90
3 3 it
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