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Cardioprotection of heat shock protein 22 from the perspective of

mitochondrial protection
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[ Abstract ]Mitochondria are critical organelles of energy metabolish and signal transduction in eukaryotes. Mitochondrial dysfunction
leads to impaired ATP generation and structural alterations of the respiratory chain,which closely relates to the development and pro—
gression of many diseases. Heat shock protein 22(HSP22) is a member of the superfamily of small heat shock proteins. HSP22,up—
regulated by various conditions of mammalian myocardial stress,such as ischemia and cardiac overload,plays a critical role of pro—
moting myocardial survival and maintaining myocardial function. Therefore, HSP22 may be a new potential treatment of diseases

whose etiology is based upon dysfunction of mitochondria. Meanwhile , HSP22 may play a vital role in slowing down cardiac aging. We

review the cardioprotection of HSP22 under physiological and pathological conditions from mitochondrial protection perspective.
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WS PR B REN, AT HSP22 BI4N A A i A
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LU LM , HSP22 4375 T4 fig Bk SR id R 4n i iR
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Lk FIES INOS RyhHH B L, i ff NO & Ruim AL
A= iR, Laure %8 &I HSP22 BB 20 KL
A o i) — 4B {85 & BB (nitric oxide synthase, NOS) B .38/ |
{ERABEFEBSINRY NOS &4 INOS, Zekitk 5 5K NOS
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LB R MBI T  ASP22 BIEHTE STAT3 LA{ETIHEM
YER, TR O LB , IER DR,

2.2 HSP22 st btk H R G R ER

22.1 HEEERRAEEN HIRERWH BEEORRESH
%0 MBS (0 AUR O IVESE O RO ER H %) A
KR , HSP22 ABE L 2R B ES A K 4T BMEAE IS R B 21 1E
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