O U2 I 2020 4F 2 J1565 41 %

%28 Adv Cardiovasc Dis, February 2020, Vol. 41, No. 2

- 125 -

able defibrillator devices[ J]. Heart Rhythm,2018,15(3) :395-402.

[14] Zile MR, O’Meara E, Claggett B, et al.

markers of extracellular matrix regulation in patients with HFrEF[J]. J Am Coll

Cardiol,2019,73(7) :795-806.

[15] Pfau D, Thorn SL, Zhang J,et al. Angiotensin receptor neprilysin inhibitor at-

tenuates myocardial remodeling and improves infarct perfusion in experimental

heart failure[ J]. Sci Rep,2019,9(1) :5791.

[16] de Vecchis R, Ariano C,

with reduced left ventricular ejection fraction: a retrospective cohort study[J].

Herz,2019,44(5) :425432.

[17] Desai AS, Vardeny O, Claggett B, et al. Reduced risk of hyperkalemia durin
treatment of heart failure with mineralocorticoid receptor antagonists by use of

sacubitril/valsartan compared with enalapril:a secondary analysis of the PARA-

DIGM-HF trial[ J]. JAMA Cardiol ,2017,2(1) :79-85.

[18] Troncone L, Luciani M, Coggins M,

hearts of patients with Alzheimer’ s disease: mind the heart[ J]. J Am Coll Car-

diol ,2016 ,68(22) :2395-2407.

[19] Fournier A, Messerli FH, Achard JM, et al. Cerebroprotection mediated by an-

giotensin I :

Am Coll Cardiol,2004,43(8) :1343-1347.

[20] Yancy CW, Jessup M, Bozkurt B,et al. 2016 ACC/AHA/HFSA focused up-
an update of the 2013

date on new pharmacological therapy for heart failure:

ACCF/AHA guideline for the management of heart failure :

merican College of Cardiology/American Heart Association Task Force on Clini-

= -1 27

AR JJEE & '
(l. aFEARXS, =

UAE] @Rk AR A b k% (&

Effects of sacubitril/valsartan on bio-

di Biase G,et al. Sacubitril/valsartan for heart failure

et al. AR amyloid pathology affects the

a hypothesis supported by recent randomized clinical trials[J].

a report of the A-

B d 2111665 2. & m EFA K F

[21

[22

[23

[24

[25

[26

]

]

]

cal Practice Guidelines and the Heart Failure Society of America[ J]. J Am Coll
Cardiol ,2016,68(13) :1476-1488.

King JB, Shah RU, Bress AP,
combination therapy compared with enalapril for the treatment of heart failure

Heart Fail ,2016,4(5) :392402.
Seferovic JP, Claggett B, Seidelmann SB, et al. Effect of sacubitril/valsartan ver-

et al. Cost-effectiveness of sacubitril-valsartan
with reduced ejection fracl tion[ J]. JACC

sus enalapril on glycaemic control in patients with heart failure and diabetes: a
post-hoc analysis from the PARADIGM-HF trial[ J]. Lancet Diabetes Endocri-
nol,2017,5(5) :333-340.
Davidson EP, Coppey LJ, Shevalye H,et al. Vascular andneural complications
in type 2 diabetic rats : improvement by sacubitril/valsartan greater than valsartan
alone[ J]. Diabetes,2018,67(8) :1616-1626.
Vaziri ND. Oxidative stress in uremia: nature, mechanisms, and potential con-
sequences| J]. Semin Nephrol ,2004,24(5) ;:469-473.
Jing W, Vaziri ND, Nunes A, et al. LCZ696 ( Sacubitril/valsartan) ameliorates
oxidative stress, inflammation, fibrosis and improves renal function beyond an-
giotensin receptor blockade in CKD [ J]. Am J Transl Res, 2017,9 (12):
5473-5484.
UK HARP-1I Collaborative Group. Randomized multicentre pilot study of sacu-
bitril/valsartan versus irbesartan in patients with chronic kidney disease : United
Kingdom Heart and Renal Protection ( HARP)- [l -rationale
baseline data[ J]. Nephrol Dial Transplant,2017,32(12) :2043-2051.

CAS B H7.2019-04-21

trial design and

.08 H Y IE T

WEEREFESERE LA & 210011)

SR RFHARABE R TH ERRE, RBROREREALL T B

TR AN TS W KA KRB RAFIALARRNE, aNF-1p 2A—ANZ RO Kamen T, X ZORALLARaNrE-18 55

S I 0 Z R AL
[£8im) Bom; £ 75 ;90 %-1B
[ po1]) 10. 16806/]. cnki. issn. 1004-3934.2020. 02. 006

Ak anZ-1p 5 A meg st Rt R FAT45E

Interleukin-1f in Coronary Heart Disease

GU Jiayi'?, LIU Zhengxia®, LU Xiang'”

(1. Nanjing Medical University, Nanjing 211166, Jiangsu, China; 2. Laboratory of Geriatrics,
Hospital of Nanjing Medical University, Nanjing 210011,

The Second Affiliated

Jiangsu, China)

[ Abstract ] Coronary heart disease is the main cause of morbidity and mortality in people all over the world. The activation and

imbalance of inflammatory pathway are involved in different stages of coronary heart disease from the occurrence to the final rupture of the

plaque. Interleukin-1R is a classical inflammatory cytokine.

A large number of studies have shown that interleukin-1B is involved in the

pathogenesis of coronary heart disease. This paper reviews the research progress of interleukin-1@3 and coronary heart disease.
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[ Abstract ] Interleukin-3 (IL-33) is a member of IL-1 cytokine family newly discovered in recent years. After being discovered as a
specific functional ligand of suppressor of tumorigenicity 2 (ST2), IL-33 provides a new idea for the study of 11.-33/ST2 system. IL-33

binding to transmembrane ST2 can maintain Th1/Th2 balance and has atherosclerotic protective effect. Studies have shown that soluble ST2
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