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Advances in susceptible gene polymorphism in high altitude pulmonary edema

LUO Xiaohong', GUO Wenjing"’

'Department of Endocrinology, Lanzhou General Hospital of Lanzhou Military Area Command, Lanzhou 730020, Gansu Province,
China; *Gansu University of Chinese Medicine, Lanzhou 730000, Gansu Province, China

The first author: LUO Xiaohong. Email: 1zfmluo@163.com; GUO Wenjing. Email: guowj15@163.com

Abstract: High altitude pulmonary edema (HAPE) is a serious idiopathic mountain sickness which occurs quickly when exposed
to altitude exceeding 3 000 m above sea level, and it is considered to be a life-threatening disease. Existing research results indicate
that HAPE shows obvious individual susceptible tendency. This article makes a review on susceptibility genes polymorphisms of
high altitude pulmonary edema from many respects, including the mitochondrial genes, endothelial growth factor gene, renin- angiotensin -
aldosterone system gene and so on, so as to provide helpful references to its pathogenesis and prevention.
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B 5 I K i (high altitude pulmonary edema, HAPE) j&
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RIVERY, 3N 23 H &4k HAPE 8t 1% 0 58 (1 — A
PN, 5 KR 20 1 5 B A OC ), AR S
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HAPE S5 BIAHICAE .
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KB HAPE, H mi6680C Flmt5351G JE K I A] LIAE Ky 7l
M HAPE (bR 1072 55 221 2 BEAE mtDNA F) S5 R 28
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3 i T A IR R SR A ARG R B
RIBFSE I3RS, 2 B3 4255 25 3 %t 36 51 HAPE & 136 41
R AL 4 977 bp H4E AFIEC I T0F9E, K HAPE &
FHImIDNA 114 977 bp A £%, miDNA A KA KA 45
FIRCAE,  FH ILAE A HAPE (1) % 975 5 mtDNA H1 4 977 bp [ it
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2 MEBEARERKEFEESSHES HAPERX R

M4 W kB K I (vascular endothelial growth factor,
VEGF) i — Rl F 145 P Bz 4 4 2448 58 i R i, vl 5
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BIE B R T, BRSNS B E M, Ok B 1 E A
PR 1055 30 355 P %) A0S T BB 2 HAPE A2 ML Hp 11 2 2L
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A FE TR C R rs3025039 137 45 114 25 37 3[R T 55 HAPE [
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B HAPE £ 35 F1 144 9] IE % 18 RAAS R 40 15 ik FE I 1
WEoE A& PR, T 1 B 4 R L (CYP11B2). C-344T. K173R
L K ACE #1 By A—240T 5 HAPE & %5 B A W 35 40 6k, I
FLi g 3 A2 H A0 &K B, ACE 9 A-240T ., A2350G 5
CYPL1B2. C-344T A AR By BRI o 38 3 X B A R A 4y
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TN TR, NOS3 JEFR W] LA AR NO i e,
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SET LA TAE HAPE AR B 36k, 205 77 3 o 35 o 4l
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5 GT A 5 A n] 89 i HAPE il XU, JIESE T NOS3
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