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Abstract

The environment has a crucial impact on the life and health of the human body and is the material
basis for the survival and development of mankind. The annual number of people entering the
plateau due to various reasons is increasing year by year, and studies have shown that the inci-
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dence of deep venous thrombosis at high altitude is significantly higher than that in the plain,
which may be related to the hypercoagulable state of blood caused by hypoxia. Therefore, high al-
titude environment is considered as an additional risk factor for thrombosis, but the mechanism
of thrombosis in high altitude environment is quite complex, and in recent years, there have been
many studies on the mechanism of thrombosis in high altitude environment. The purpose of this
review is to provide a comprehensive and systematic summary of the analysis in anticipation of
guiding later clinical work and subsequent research.
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1. 51§

e SRR R AR T BN AR A 3R, AT F S 3 W vt S PR e Mk A (10 5 A R T S ] S
1] [2] [3]. fE KA B R R UL, SRk DL RSk A SR m R A, Herh R A AR A JEAE L i
FERKIMAR TR TR KA AR SN MARTE R A rh s R PR SR i & AR S5 [4] [5] [6]. fmil3AsT
IR RRLEIAR S R 0, IR, A VF SRR A BT T AR S L T T ARERIAHG WAL R
KT 73 T ) 3 vt SR A5 AR P2 J KT AL ) o

2. NEE7KFEREFIE T MR R ARSI

Jha FE[TVHRWTIUH, (84 Rk RRGARE . JEEE YIS, WL oA ANBE 5 B S R R 6E
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2.1. BIMZREXFI%MAEF(hsa04610)

BT S PP ) (AR B AR TER), HA SmEBbiRASHIE, RA TR S BN Y B 3 n[10].
W E SRR L B X O EmA RN MRS AR, & HA-DVT 1 5 Ml &
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2.2. &I 4PEIE ZR (hsa04640), ECM
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FE LR JEC LA A7 N, o R A T2 oz TR P Al i~ 465t AR 1 L /NS R AR AR B S o I/l 2
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2.3. MBI (GO: 006950)F%EME(GO: 0045088)
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2.4. EGR1, TEK
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SR REmL R )2 AR [30]. [FIAE, Z5 N RN T — N S EEEE [R] ACE 1E SL-VTE Fll HA X435 F
W 1.59 f5F1 2.06 £, SRMAE HA-VTE 2 #H HRiAf s 5.21 £5[29]. K] LAHERT, ix Lo RIAMYAE
VTE Ji R 2 e AR, SR B AT 2k 32 30 R AR e, X T R S ECE AR AR it —
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AHOCEE T ELE B BB IR AR 1, AP R TR, — LS 500 A /MR IS 16 1 S 5
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R B A P A/ J2 S P RTINS 2 00 i 8 R L/ B s 6 i i A R 4 2 1 i JR AR T )
FhME G55 . 5ot MR EL, 2 R 4 rPoRG B I/ FR 1 22 RO AR [ 22 s P TR 0 Bl B2 e, TR LR
T ARSI SR, /N B P 0 R R Tt 5 5 3 v
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