2016 4E2 H
¥24% H1

T [ S5 Bl 2
ACTA LABORATORIUM ANIMALIS SCIENTIA SINICA

February 2016
Vol. 24 No. 1

Seaeaeaeand

H WS e O s R 2 W A FH RIS
R B R xR
(L RIERAERIR AR BEBE 0L, 1 2001205 2. [FIFFRZEMR A7 BB , O BERITERN, L 200120)

[HE]

A 3 R A oL HEE B B i B B 0 0 T 3 L0 9 B e G 25 A9 A= W 2 b s, X 3 1R

JRBSE PAk 60 6 2 7 PR HAT TR A I PR S AR S T2 X AL AR SRR T B O US55 O LB 5 A DG A 5
Yy AL AEFR P AN RNA RISEAE PR 58570 5 1 L0092 W op 0 i SR T — 2008, OF PR T X 284538

WA RIS W, T AR A R A
[X8iR] OISR EYFREY; 2l IE
[HEFES] 9533 [ XERFRIZFG] A
Doi:10. 3969/j. issn. 1005 —4847. 2016. 01. 018

[ XEHS] 10054847(2016) 01-0102-05

Research progress of the role of biological markers in early

diagnosis of heart failure

ZHANG hui', ZHOU Xiao-hui® * , FAN Hui-min '?, LIU Zhong-min'?*

(1. Department of Cardiac Surgery, 2. Research Institute of Heart Failure, East Hospital Affiliated to
Tongji University, Shanghai 200120, China)

[ Abstract)

Heart failure (HF) is the final stage of various cardiac diseases. It’ s important to use appropriate bio-

markers for identifying heart failure in the early stage, managing patients, and optimizing risk stratification in clinical set-

ting. This review summarizes the important roles of markers related to cardiac stress, myocardial injury, extracellular ma-

trix, micro RNA and inflammatory factors which were reported in literatures in recent years, and assessed their clinical val-

ue in the early diagnosis and prevention of heart failure.
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