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We analyzed blood samples from Kyrgyz Republic from a group of patients with
high altitude pulmonary hypertension in Kyrgyz Republic in collaboration with Kyrgyz National Heart
Disease Center. In the high altitude pulmonary hypertension patient group, d-ROM and BAP, which are
considered to be caused by oxidative stress, were analyzed. The results from difference in p53

codon 72C / G gene polymorphism suggests that the oxidative stress response may cause the onset of
hypoxic pulmonary hypertension in the pulmonary hypertensive patient group, and hypoxia-derived
oxidative stress could be the trigger of vascular remodeling.
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p53 and MDM2 genotype frequencies in Kyrgyz patients
p53 codon 72 genotype
cc CG GG p value
Bishkek Control 3 (8.3%) 8 (22.2%) 25 (69.4%) Reference -
Highlander 3 (7.3%) 14 (34.2%) 24 (58.5%) 0.512 Reference
HAPH 4 (12.1%) 18 (54.5%) 11 (33.3%) 0.010 0.097
MDM2 SNP309 genotype
GG GT 1T p value
Bishkek Control 9 (25.0%) 17 (47.2%) 10 (27.8%) Reference -
Highlander 10 (24.4%) 22 (53.7%) 9 (22.0%) 0.423 Reference
HAPH 10 (30.3%) 16 (48.5%) 7 (21.2%) 0.483 0.336
p53 and MDM2 alllele frequencies in Kyrgyz patients
p53 codon 72 allele
C G p value
Bishkek Control 21.1% 78.9% Reference -
Highlander 23.2% 76.8% 0.738 Reference
HAPH 38.2% 61.8% 0.010 0.050
MDM2 SNP309 allele
G T p value
Bishkek Control 48_6% 51.4% Reference -
Highlander 51.2% 48.8% 0.747 Reference
HAPH 54 5% 45.4% 0.486 0.687
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