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ABSTRACT Objective: To study the relationship between tumor necrosis factor-a -863C/A gene polymorphisms and chronic ob-
structive pulmonary disease (COPD). Methods: Polymerase chain reaction-ligase detection reaction-based sequence analysis was applied
to determine the frequencies of genotypes and allele of TNF-a -863 in 56 cases of patients with smoking-related COPD and a control
group of 64 smokers. Results: The frequencies of TNF-a -863 CA and A allele in COPD patients were lower than the control group (P<0.
05), and the severe subgroups were lower than non-severe subgroups (P<0.05). The CA genotype was associated with a better FEV1/FVC
ratio, and higher BMI (P<0.05). The prevalence of chronic pulmonary heart disease in the CA genotypes was higher than the CC geno-
types in COPD group (P<0.05). Compared with non-COPD subjects, BMI was lower in COPD patients[(22.0% 3.1) vs (24.5% 3.7)kg/m?,
P<0.05]; BMI was also lower in the severe subgroups[(21.2% 3.0) vs (23.3% 3.3)kg/m? P<0.05]. Conclusions: The TNF-a -863 A allele
may be a protective factor for COPD. Lower BMI was strongly associated with COPD, possibly as a potential predictor for COPD severity.
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Table 1 Comparison of age, smoking index, pulmonary function and BMI between COPD group and control group

Group COPD group Control group
Cases 57 64
Sex (male/female) 44/13 50/14
65.98% 11.47

Age(years)
592.24+ 312.85 528.83+ 63.33+ 10.45343.20

Smoking Index (cigarettes-years)

FEV1 (% predicted) 45.89+ 14.26* 88.74+ 6.93
FEV1/FVC (%) 54.50+ 11.01%* 78.78% 7.49
BMI (kg/m?> 22.0+ 3.1* 24.5%+ 3.7

Note: *P<<0.05
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Table 2 Comparison of age, smoking index, pulmonary function and BMI between the severe subgroups and non-severe subgroups in COPD patients
Group of | and I degree

Group of Il and IV degree

COPD group
Cases 25 32
Sex (male/female) 19/6 25/7
Age(years) 63.56x 10.07 66.44+ 9.24

Smoking Index (cigarettes-years) 608.00+ 222.99 585.93+ 288.54

FEV1 (% predicted 37.89+ 8.72%* 55.93% 6.15
FEV1/FVC (%) 48.40% 10.20* 63.02+ 7.80
BMI (kg/m2) 21.2+ 3.0* 233+ 3.3

Note: *P<<0.05
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Table 3 Comparison of the frequencies of genotypes and allele of TNF-a -863 between COPD group and control group
Allele (n, %)

Genotype (n, %)
Group
CcC CA/AA C A

COPD group 45 12/0 102 12

(n=57) (78.9) (21.1) (89.5) (10.5)
Control group 39 25/0 103 25

(n=64) (60.9) (39.1) (80.5) (19.5)

Note: P<<0.05
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Table 4 Comparison of the frequencies of genotypes and allele of TNF-a -863 between the severe subgroups and non-severe subgroups in COPD patients
Allele (n, %)

Genotype (n, %)
COPD group
CcC CA/AA C A
Group of Il and IV degree 2/0 48 2
23(92.0)

(n=25) (8.0) (96.0) (4.0)
Group of | and I degree 22 10/0 54 10

(n=32) (68.8) (31.2) (84.4) (15.6)

Note: P<<0.05
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Table 5 Comparison of pulmonary function and BMI between TNF-a -863CC subgroup and TNF-a -863CA subgroup in COPD patients

Genotype -863CC -863CA
Cases 45 12
FEV1 (% predicted) 43.98+ 12.99 51.04+ 13.03
FEVI/FVC (%) 49.54+ 8.87* 62.30+ 5.02
BMI (kg/m> 22.1% 3.5% 23.9+ 3.0

Note:*P<<0.05
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Table 6 Comparison of the prevalence of chronic pulmonary heart disease between TNF-a -863CC subgroup and TNF-a -863CA/AA subgroup in COPD

patients
CC CA/AA
Group of chronic pulmonary heart disease 22 1/0
Control group 26 8/0
Note: P<<0.05
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