CN 43-1262/R  H[E sh ik fifi b 24 & 2018 4F55 26 557 2 207

[XEHS] 1007-3949(2018) 26-02-0207-06

B, W Elf#EZ 5.0

- XHERZ

P 3 PH G PR B BFF 5 0k J

5%

, IKEIAL, AETRIE

(LT HKFWEERS R T B 40T 212001 ;2.5 18 AR E 20 A A I 574 3 18 213300)

skAER', SkEREn, T
[XEH] B, BFLMEZLNK; ChEER,;
i E]'»ﬁg&%%umﬁ%ﬁi

FACOTRAE AL ERLRLERA T,
RE RGO E o AR A

B Rk 5 AR AR AL
WS N FBEFRALRTHEEZRA,

€0 0 B A o A A AR

LM A Cat RS AT mAe R B R KR
LR HRLS S hFRBGEELEA X, B 1989 F LI B, § LA E LK (B,-AR) A

kPR HE BRI B,-AR 508 kR B AR R JF L3 By-AR TR Y KM M E SRR A TR,

TR Aol 97 5 0 R IR
[RE4ZES] RS

[ XEtFRiREE] A

Research progress of the relationship between f3,-adrenoceptor and cardiovascular dis-

eases

ZHANG Zi-Sang' , ZHANG Xin-Ru®, LI Guang-Yu', ZHANG Jin-Song', DU Rong-Zeng'
(1. Department of Cardiology, Affiliated Hospital of Jiangsu University, Zhenjiang 212001, Jiangsu, China; 2.Department
of Cardiology, the People’s Hospital of Liyang, Liyang 213300, Jiangsu, China)

[ KEY WORDS |
[ ABSTRACT]

B;-adrenoceptor;

man death.

development of cardiovascular diseases.

Cardiovascular diseases;

Atherosclerosis

Cardiovascular diseases, such as myocardial infarction, chronic heart failure, are the main causes of hu-
It is clear that lipid metabolic dysfunction, diabetes and so on are important risk factors for the occurrence and

Changes in myocardial structure, Ca’" signaling, cellular metabolism, oxidative

stress, activation of renin-angiotensin system and mitochondrial dysfunction are associated with the development of cardio-

vascular diseases.

associated with cardiovascular diseases.

Since B;-adrenoceptor (B;-AR) has been cloned in 1989, the researchers have found that 8;-AR is

B;-AR stimulation can regulate lipid metabolism, improve cardiac function and

remodeling, therefore, perhaps prevent and treat cardiovascular diseases.
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