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Objective : The purpose of this study was to evaluate the significant difference in the level of DNA damage among
levels of DNA damage in human lymphocytes caused by the smokers. Other lifestyle factors such as age, and
smoking and other lifestyle factors. drinking and exercise habits were not related to DNA
Methods : The study popuiation consisted of 173 normal damage.
healthy male adults from 21 to 59 years old. The Conclusions : The DNA damage in the lymphocytes of
demographic and lifestyle variables were obtained from smokers was found to be significantly higher than that for
administered questionnaires. The level of lymphocytic DNA non-smokers. However, the number of cigarettes smoked
damage in the peripheral blood was evaluated by the per day was not related to DNA damage. Further study is
Comet assay. Statistical analyses were done by general needed to evaluate the relationship between the amount of
linear model! analysis and Dunnett’ s multiple comparison. smoking and level of damage to DNA. In addition, the
Results : The difference in DNA damage between status of DNA repair activities should be assessed.
smokers and non-smokers was statistically significant. The
means for the Tail%DNA were found to be 10.48 in the J Prev Med Public Health 2007;40(1):16-22
current smokers and 9.60 in the non-smokers (p < 0.05).
The tail moment means were 1.58 and 1.45 (p < 0.05) for Key words : Comet assay, DNA damage, Lymphocytes,
the current smokers and non-smokers, respectively. The Life style, Smoking
number of cigarettes smoked per day did not result in a
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Table 1. Characteristics of the study subjects

Age Stnokin Study subjects (N=173)
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Table 2. DNA damage of fymphocytes in human male adults according to age (meanSD)
Tail % DNA Tail moment
Age (vears)  Smoking status No (%)
Group Total Group Total
20~29 Non-smoker ~ 9.69 = 2.19 148 + 033 31(35%)
Ex-smoker 9.06 + 1.86 980 £ 190 144 +021 146 + 026 16 (18%)
Smoker 1017 + 162 147 + 024 41 (47%)
30~39 Non-smoker ~ 9.65 = 2.08 149 + 030 9.(20%)
Exsmoker 1095+ 041 103018  154+023 1614044 4( 9%)
Smoker 1042 + 193 166 = 049 31(70%)
40 ~49 Non-smoker 938 + 091 137 £ 012 7(23%)
Exsmoker 11661310 1088 +221 191 +099 168+ 060 6(20%)
Smoker 1123 +207 173 = 053 17 (57%)
50~59 Non-smoker ~ 9.19 + 0.87 133 = 0151 4(36%)
Exsmoker 9224054 999+15  126+006° 31424018 2(18%)
Smoker 1096 =+ 1.90 157 + 010 5(45%)
Mean age 3257

* p<0.05 with Dunnett multiple comparison as compared to the ex-smoker group
* p<0.05 with Dunnett multiple comparison as compared to the smoker group
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Table 3. DNA damage of lymphocytes in human
male aduits according to the smoking
history

(meantSD)
Smoking - Namber of y..) ¢ i) Tl moment
history subjects

Non-smoker 51 960+ 193 145029

Ex-smoker 28 989+ 224 154+051

Current smoker 94 1048 & 183 158 +041

Total 173 1013+ 196 154 +040

* p<0.05 by General linear model analysis, among the

smoking history groups

1 p<0.05 with Durmett multiple comparison as compared to
the non-smoker group
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Figure 1. DNA damage of lymphocytes in human male adults according to the smoking history.
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Figure 2. DNA damage of lymphocytes in human male aduits according to the smoking habits.
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Figure 3. DNA damage of lymphocytes in human male adults of the 20 year old age bracket

according to smoking habits.
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