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[ ABSTRACT ]
ever, in the process of treatment, reperfusion of ischemic area accelerates the apoptosis of damaged cardiomyocytes, aggra-

NADPH oxidase-2

ATP-sensitive potassium channel ; myocardial ischemia reperfusion injury;

Revascularization is currently the most effective method for the treatment of myocardial ischemia.  How-
vates myocardial ischemia and hypoxia, and leads to myocardial ischemia reperfusion injury (MIRI).
(Nox2) generates reactive oxygen species ( ROS) to induce oxidative stress and cause myocardial oxidative damage.

ATP-sensitive potassium channel (KATP) plays an important role in cardiac protection by regulating energy consumption
during MIRI and reducing ROS production in myocardial cells after ischemia reperfusion.  This article reviews the recent

research progress of Nox2 and KATP mediated MIRI, and explores the regulatory role of KATP on Nox2 in ischemia reper-

fusion cardiomyocytes.
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( mitochondrial KATP channel , mitoKATP ) FI}% ATP
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A B, 43 91 R Kir6. 1, Kir6. 2 1 SURI , SUR2,
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HL {57 Fl mPTP FF ML

O JULZH 27 85 40 i i iy Bk 40, ROS 1 A B BE
T35 W BR DI RE T B, K 2 2 204 4k i AR A
i, ROS i & 25 A, s ok 40 it 1k e P 47
Vanden Hoek 2517 % B, 0> UL e ofin S5t 480 - 38, mi-
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nase , PI3K) M2 F I B ( protein kinase B, Akt) Jj&
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TEE o5 L OIS PIBK R4, (AR I 4, 5- B2
WA IR LB ( PIP2 ) 7K fif BB A IEALE-3, 4, 5B 2
FEREAG (PIP3 ), 2F 177 38 3 i JUL s 44K 3% 8 T 1
(PDK-1) Fll Akt, % 35 %6500 i 9 9 H O LA 453 1)
PR, Sl P 5 PI3K & Akt mRNA 11
F3k W F RN, BHE PI3K/ Akt {5 538 B, 5 AL Y
Akt ] 3 1 B R Ak SO LT iR R R A, PR AR 4 R
T I e TR R T PU e 1 A ) (O N
S TR A LA R R TR SR X L
AR A DR VR S50 3 [ 2 A RS 8 A T 9 B
AR5 ) T

A AN A 5t 2 B, Bl i fpk %2 KATP A~ 5
Nox2 [T , 3 72 4E ROS, Chatterjee %5 FH ]
A 14 BSOS T R AL 45 PN B2 200 AR SNBIF 9, S il e
I fisk & fiti R 240 B HEE XA Y B ( Caveolae ) | 1)
KATP 56 PH s 3, PN Rz 240 o F5 e ok e A Ak, 3 2o
PI3K/ Akt FlIZE [ # i C ( protein kinase C,PKC) i
AL B PN Bz 4N A B 3405 Nox2 774 ROS(FE 1),

P AL 5 KATP Djfig 2k i AH G, Ji% PI3K/
Akt, P ROS AE 8, S AR Bl 74 7 55 D1 1 7
I KATP 3838 5 F 3 B0 Kz 40 i B 2 Ak, ) 3
55K T30 Nox2 0 F1 ROS AE A, PI3K 10 il
7 Wortmannin Ab ¥ 7] &g 2 B AL Bk 1L BF ROS A9 4=
JG, FEE e BRI A PN B A0 B A 2 SR 455 L i 3 e
TR LR AL TN ROS A2 AL, ARG % A9 1L 370 19
T8 N7 /N BRI LA A B A e I A5 1k F 3L PI3K
Akt B EE DA M ROS B 4 A, Wortmannin Al
PKC #1157 H7 JL-F-5¢ 2 il I A2 il b ROS A9 A=
Ei;ﬁ’ﬁ Wortmannin F1 H7 415 A 3R A5 5 K1 40 il
. Wortmannin i & Aktl B¢ PI3K FHMEFE L]
B Nox2 [0 s KATP 38 38 B 1) 248 Jif oK 0
LR ERAM 5T Akt BERRfL., Akt BIEIE 5 Nox2
2 200 v P S A R 4 AR B S A R SR AN 2
7= ROS, 1 KATP 38 38 3 sh57 , vT B 1k Sk ifi i 41
MR AR AR Akt BERRAL , PR, Aktl IR 1k 5K B
IR LWL I, 5T Nox2 BTG . 4275 PI3K/
Akt Fl PKC J2& P B2 40 A B 25 A F Nox2 2H %€ 2 []
R AT, XS5 A B, KATP 52 0 il i
0 P9 R AR M A 0 e FE P Nox2 AL, Bl P
O LA, KATP X Nox2 (8, 51K
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Figure 1. Schematic diagram of lung ischemia activating Nox2 and generating ROS
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