hieZFLEBRARIE 2012F 58288 F£11%5 588  ChinJ Mult Organ Dis Elderly, Vol.11, No.5, May 28, 2012 - 385 -

HpEFE LN RBRANTRE
kL, B, FEMR

(7 BER R B BRI E B ERE, T 510282 )

HRE

(A ZE] OB F s & A R R B b A SR Be . FUHT, RRIFTEAR 7S S e s S A P 5T LA 5500
(EE bk oM N A B~y Pt e SR E SO R St ab R Lo -3 (1 W B2 N Rk 1) PSR D N S R A B M <15 SN 1V S N [

SERUIRDR, BEM JAE S WG BIR Y 1 AN E T A T TR BE

[ @im ] %o, dE T, O
[FES%EE] R541 [ scwk#RiRam] A

ASORAMEIN 50 S R 5K R LTS A 2R 0A

[ DOI] 10.3724/SP.J.1264.2012.00098

Cytokines and heart failure: the recent advances
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[ Abstract] Heart failure is the serious stage in the process of cardiovascular diseases. Immune activation and cytokines regulate

cardiovascular system and play important roles in the pathophysiological process of heart failure. There is a close relationship between
levels of circulatory cytokines and cardiac function, prognosis and risk stratification of heart failure. The treatment of immune activation

also shows significant therapeutic potential. In this paper, we summarize the relationship of cytokines and heart failure.
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