1070

ISSN 1007-3949 Chin J Arterioscler, Vol 26,No 10,2018

M HRLR IR

[XEHS] 1007-3949(2018)26-10-1070-05

el IRl Y P e U R e O 0 e M i i S itk i

I—Jn:l ) 3’&%“'
(LLBEHXFF =
[X@iF] SRR FAfmmr, FAFRARK,
[ ZE]
ﬁ*ﬂi%ﬁxﬁf’f/ﬁﬁ'uﬁlg5’&7’%&4/@[“‘@%%xi']
AMEBAEN, A%

[FES>ES] R4

K m',
llsfimz*éi&m,m&fé KR 030001;2. .0 % EA K FEH ZE RS g AF, L&A KR T 030001)

KRG EBRZEAAFRAR OELS SR FTOMER AR FHKIE

AH, & &

SHRE
B A LA BT — AR B S RALR L VRARERN T T KB, EEF R HR
ZRE BMARMSEREHLESEETRAAERET

SRR SRR

[ XEERIRAE] A

New research progress on hyperhomocysteinemia and arrhythmia

FENG Gaojie' , ZHANG Qinfeng' , DAI Pei'

, GONG Shuwen’

, GAO Fen®

(1.The Second Clinical College of Shanxi Medical University, Taiyuan, Shanxi 030001, China; 2.Cardiovascular Depart-
ment , the Second Hospital of Shanxi Medical University, Taiyuan, Shanxi 030001, China)

[ KEY WORDS ]
[ ABSTRACT]

metabolite of methionine cycle.

hyperhomocysteinemia

ease has attracted wide attention.

tant role in the occurrence and development of arrhythmia.

homocysteine ;

arrhythmia

Homocysteine is a sulfur-containing amino acid needed by human body and an important intermediate

In recent years, hyperhomocysteinemia as an independent risk factor of cardiovascular dis-
At present, more and more evidence shows that hyperhomocysteinemia plays an impor-

The purpose of this review is to elucidate the relationship be-

tween hyperhomocysteinemia and arrhythmia, and to find new ways to prevent arrhythmia and reduce its mortality.
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