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[ ABSTRACT] Aim  To investigate the relationship between connective tissue growth factor ( CTGF) 1rs9399005
gene polymorphism and serum CTGF level, coronary heart disease (CHD). Methods The serum CTGF levels were
detected by enzyme linked immunosorbent assay in 214 cases of CHD and 64 cases of normal control group. CTGF gene
19399005 single nucleotide polymorphism (SNP) was analyzed by Sanger method. Baseline clinical data, serum CTGF
and genotype distribution frequencies were compared between the two groups. CTGF rs9399005 SNP and genetic suscepti-
bility to CHD were analyzed by non conditional Logistic regression, and CTGF levels of different genotypes were compared.
The relationships between CTGF level and coronary artery lesions, CHD severity were analyzed. Results The age,
smoking, hypertension, body mass index, high density lipoprotein cholesterol, apolipoprotein A1, CTGF difference were
statistically significant between the two groups (P<0.05). The distribution of 19399005 genotype CC, CT, TT, and
allele C, T was statistically significant in the two groups (X* was 12.935, 17.148 respectively, all P<0.01). The CHD
risk of carrying CT was 1.134 times of CC, TT was 1.406 times of CC, T allele was 1.327 times of C allele. There was
significant difference in serum CTGF level between different genotypes ( F=3.284, P=0.034). There was significant

[WFEHEHEI] 2016-01-29 [f&EIBH#I] 2016-06-30

[(EE&THE] StMEE KRN HRE IR H [ 848 %65(2012) 117 5]

[MEEET] B, FATHIW, FE ARG BE 22 )y 2% 5 Im RN FFSY , E-mail 2 huangshan263@ sina.com, 357 F, A -1 AF
g, EE N EA IR BE 2E 0 2 Sl RV ST, E-mail *N chunyangzhang1979@ 163.com, XIGGESE FALE I, 32N FH O 1M
PRI RS BHF T AE ,, E-mail & 12q59119@ sina.com,,



1244

ISSN 1007-3949 Chin J Arterioscler, Vol 24 ,No 12,2016

difference in the main branche lesions of CHD among all genotypes (X*=13.872, P=0.022).

Conclusions CTGF

rs9399005 SNP is related to genetic susceptibility of CHD. T alleles is associated with the severity of CHD, coronary ar-

tery lesions and serum CTGF level.
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Figure 1. Sequence diagram of CTGF rs9399005 SNP polymorphic loci
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Table 1. Comparison of CTGF and general clinical data in

the two groups

% T G e "
IR (%) 64.7+5.3 66.849.2  2.978 0.029
B2 () 41/23 136/78 0.006 0.941
WA (S 45, 1)) 10/54 93/121 16.366 0.000
L (/45 1)) 20/44 90/124 3.407  0.042
TR EFEH (kg/m?) 22.45+1.89 27.62+2.01  3.145 0.039
HiM =8 (mmol/L) 1.62+0.89  1.83+0.94  1.597 0.123
SUIBE FE (mmol /L) 4.35+£0.96  4.22+1.03  0.887 0.389
HDLC ( mmol/L) 1.22+0.48  1.03x0.29  3.654 0.027
LDLC ( mmol/L) 2.53£0.77  2.54x0.75  0.028 0.980
HAGE M Al(mmol/L)  1.28+0.26  1.16+0.24  3.263  0.001
#HN5EM B(mmol/L)  0.90+0.24  0.87£0.25  1.037 0.300
CTGF(ng/L) 282.9 823.9 11.539  0.001

(207.6,418.1) (682.3,1073.6)
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Table 2. Frequency distribution of CTGF rs9399005 genotype

and allele in the two groups ( case)
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T LI
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CT 9(14.1%)  79(36.9%)

T 4(6.2%)  16(7.5%)

CT+TT 13(20.3%)  95(44.4%)

SEFE A C 111(86.7%) 317(74.1%) 17.148 0.000
T 17(13.3%) 111(25.6%)
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JEHHEA T SRR KA O I fa Rt R 5l C
SEAT A 1.327 £5(95%CI:1.078 ~3.104, P =
0.033) .
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FaERLLSR AL, AN ER 2 R0 280 41 A0 LR AE
¢ CTGF R G2+ L (£ S5),
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Table 3. The relationship between different genotypes of rs9399005 and CTGF, coronary artery stenosis in patients with coro-

nary heart disease

m H BRI CC(n=119)

ZREM CT(n=179)

458 TT(n=16) FokX* P1{H

CTGF (ng/L) 607.9(395.1,878.0)
AR Bk AE (1 3272 3/ 223, 1) 36/43/40

689.6(599.4,1020.6)* 785.4(615.9,1139.9)® 3.284  0.034

21/34/24 4/6/6 13.872  0.022

a N P<0.05, 5841 CC HE ;b b P<0.05, 5Z4¢4 1 CT Heis,

4. FEBRINIIFREZEHAH CTGF KELLE
Table 4. Comparison of CTGF levels in different coronary

artery lesions groups
i

EHEXTIRA (n=64)
1 A4 (n=61)

CTGF(ng/L)
282.9(207.6,418.1)
719.3(575.2,885.4)"

2 YFRASH (n=83) 789.9(651.9,1039.5)"
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F=49.240,P=0.001, a A P<0.05,51E% X B4L L& ;b A P<0.05,
51 SRAR L 2 SORARE AR
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Table 5. Comparison of CTGF levels in different coronary

heart disease severities groups

a

IEF TR (n=64)
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SR ROSm4 .,

CTGF(ng/L)
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812.7(689.7,1017.8)"
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