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ABSTRACT Objective: To investigate the association between Leptin Receptor Gene polymorphism Lys109Arg and nutriture of
Patients with Chronic Obstructive Pulmonary Disease. Methods: A hundred and fifty-nine COPD patients in stable stage and a hundred
and ten normal controls were studied. Nutritional parameters, including body mass index (BMI), percentage of normal body mass
(NM%), triceps skin-fold thickness(TSF), mid-upper arm circumference(MAC), serum album(ALB), total lymphocyte counts(LYM) were
determined. COPD patients were divided into malnutrition group (group 1) and non-malnutrition group (group 2) according to the
nutrition parameter. Serum leptin levels were measured by ELISA. The frequencies of genotype and allele single nucleotide
polymorphism of leptin receptor gene (Lys109Arg) were detected and compared with polymerase chain reaction-ligase detection reaction.
Results: In patients of COPD with malnutrition, the frequencies of genotype GG, GA, and AA were 0.838, 0.147 and 0.015 respectively,
while those in patients of COPD without malnutrition were 0.67, 0.319 and 0.011 respectively, while those in controls were 0.7, 0.273
and 0.027; the allele frequencies of G and A in patients of COPD with malnutrition were 0.912 and 0.088, while those in patients of
COPD without malnutrition were 0.83 and 0.17, while those in controls were 0.841 and 0.159. Significant differences were detected in
genotypes and allele frequencies of Lys109Arg between COPD1 subjects, COPD2 subjects and controls, but there was no obvious
difference between COPD2 subjects and controls. And there were no significant difference in leptin levels between GG, A/G and AA
genotype. Conclusion: Results suggests that LEPR Lys109Arg polymorphism is possibly associated with nutriture of Patients with
Chronic Obstructive Pulmonary Disease.
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Table 1 General compared in three groups

COPD1 Group COPD2 Group Control Group
n=68 n=91 n=110

BMI 19.41+ 2.62*A 23.55¢ 3.15 23.46% 2.26

NW% 87.38+ 13.7*A 110.65+ 16.3 110.3+ 16.9
TSF(mm) 9.74+ 1.94*A 12.34+ 2.11 12.54+ 1.99
MAC(mm) 22421+ 13.81*A 249.03+ 20.48 254.01+ 18.61
ALB(g/L) 32,59+ 2.52* A\ 38.62+ 3.47 39.98+ 5.3

LYM (X10° 1.06+ 0.36*A 1.59+ 0.44 1.65+ 0.53

COPD2 * P<0.01 A P<0.01,

Note : *P<<0.01 COPD 1 group compared with COPD 2 group /AP<<0.01 COPD 1 group compared with control group.
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A/G AA - GG.GA.AA 43.29% 17.25 ng/mL AIG +AA  >GG
0. 725 0. 256 0019 G A P>0.05 ,
2 Lys109Arg
Table 2 Leptin receptor Lys109Arg genotypes and allele frequencies distribution
Group n Genotypes frequencies % Allele frequencies %
GG AIG AA G A
COoPD1 68 57(83.82 10(14.71 1(1.47) 124 91.17 12(8.83)
COPD2 91 61(67.03) 29(31.87) 1(1.1) 151(82.97) 31(17.03)
Control 110 77(70) 30(27.27) 3(2.73) 184(84.09) 36(15.91)
1 2

o

Note: Group 1 were COPD with malnutrition, Group 2 were COPD without malnutrition.
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