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molecule.

Metallothionein 2A ;

of reducing cerebral ischemia-reperfusion injury and protecting the myocardium.

cerebrovascular diseases includes inflammation, oxidative stress, apoptosis and endothelial function.

Cardiovascular disease ;

MT2A gene polymorphism is closely related to coronary heart disease and atherosclerosis.

Cerebrovascular disease; Oxidative stress;  Apoptosis

Recently, some studies have found that metallothionein 2A ( MT2A) is an important antioxidant stress

MT2A has the effect
The effect of MT2A on cardiovascular and

This article reviews

the relationship between MT2A and cardiovascular, cerebrovascular diseases.
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1.2 MT2A B99%

AR R 11 D A& R H Sk,
fUd%E MT-1(A, B, E, F, G, H, M, X) MT-2(#H
MT2A) MT-3 Fl MT-4, H:rh MT-1 F1 MT2A HJ7E%
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Ik MT-4 76 E I AU R B Ew Y BLR MT-1
I MT2A B TH A RIAFEA I REL H —
AEAFFE,H MT2A ZEJ8 7 [ WEFE T B ARk
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G2 EA N2 AR AR i ( mitochondrial
stress, MS) . N 5t M 5 # ( endoplasmic reticulum
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Figure 1. The role of MT2A in oxidative stress
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W BRI ML T AIE 55 ) 1 AR i 55 9 B 4 %5 )
FASE L Ma SRS R B MT2A 835 200 i A 35 25
BEIKF-, XoF LA PN B 200 5 A 41 ol 8 T DR 2R
AR, X b B 4 Al ol g U0 B MT2A
Schulkens %17 % B 1fil & L i N B 40 g 2% 5k LA
MT2A 24 3, MT2A FEAR T T BN B3 KA B 20 )
T RIS G I, BT AT ik 26k LRI T MT2A
A B Z B ER R o Chen 587 A5 % 3R
MT2A T FE 38 A 190 2 9 10 200 e P 77 A 47 6T 4 7
R ER . Liang 551 AN AYBIFFT & 30 P4 1 40
H EOLAL F1 MT2A (AR E.AE I 2 5 10048 N B 40
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MT2A FEAC ARG e i PP 458 9 DA T 22 97 ik i 455 ot 22
IHAREARAE T, 75 MT2A HLEI A ShBE 7 T R IF ST,
3 1k MG RBIFSE | 3h 0 S5 56 AN AR A0 S 56 45 22 A~ 2 T
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