WRISEEAEAR 2024 48 30 % 456 ] 487
EXRIEIE

RAE - LB e ZEME O SR TR 7 BT 4

AEHE THE EE
"he b AR K FRFE SR, MR 430030
2he b BB KRR E SRR R FE RS A, LKL 430030

EREMNEEL, B, BFRREAFEE L, HERAE R, A SR, B8, 2P A K
FRFEFERERAFERNASRZLRIM ChEREELSTNANLEEEEET A5
AL FRAER GRS K FEFRFFTCEELER PEAEFEFFACAETRIANAK T
EHADBRDAUBAMERESLFTHFENF, AFIERIFLW 2F BEEKS LY
FoE I BT RIS BAT RS0 RS A AAT R, ARG A F R FEF HK,RIFT 2508
R, REEFHFB3HXNIBAR BRETEMLTX BRARELTLEARFRAHTR,EL
A 7000 77 7L, AH—/BIRA K SCI # X 300 &5 , & &% e BT AL 39,45] 4 9800 &, H 35
#T76, FRBREERFEHE LR, KARLXAFHEMI R(AFPaEEzBR L4 1R, 55%
AR, BHRBFFLA) R, THBRPLEES R EXFZ1H, 2 E34E 13, FTARH
RHTKTHFFER B L FH LT Fo" P EFE L RAERFANAY RENRT

WE STEERCKAR(VSA)ZGBRIREEINAGOCRRA, PEPmE Rk, REBRET 7 Ed
FEERH A4S B i PR A E K SR B P AR AT TRES A L A VSA B ERE, AR EREEL TG,
EIAF AR S UK JEAE VSA W Zmbuh) P A A R EVER, KEA X ey AR S fe YL P S VSA 645w b
R B EZNAEL, AR FEBRIAET HOANA, BN, REFe e BB B TR LE, BT RREE S AR
VSA E5FEaiidh, KRGO EE T T REmiet BT £ VSA b ash A T4, I #3346 S IR TR IRy £
JERA AR IR ARG T Rk, B2 A3 Kz edis 7 A VSA B8k THe9A 2,58 VSA W&y eh#78e5.

KR wBTBEFHCLAH; R AR TEFRCER; LRI &

hESES R541.4 XERFRINAY A DOI  10. 11768/ nkjwzzzz20240602

Inflammation-new targets for the treatment of vasospastic angina ZHAO Ji-zhe' , HE Zuo-wen’, WANG Dao-wen’.
"Tongji Medical College, Huazhong University of Science and Technology, Hubei Wuhan 430030, China; > Department of Cardi-
ology, Tongji Hospital, Tongji Medical College, Huazhong University of Science and Technology, Hubei Wuhan 430030, China
Corresponding author: HE Zuo-wen, E-mail ; hezuowen@ hust. edu. cn; WANG Dao-wen, E-mail : dwwang@ tjh. tjmu. edu. cn

Abstract Vasospastic angina ( VSA), characterized by coronary artery spasm, significantly affects patient health.
While conventional treatments like nitroglycerin and calcium channel blockers benefit most of patients with VSA | they often
prove ineffective for refractory VSA, leading to poor outcomes. Recent studies underscore the pivotal role of inflammation in
VSA pathogenesis, particularly via allergic reactions, myocarditis, and inflammation of adjacent tissues. Inflammatory
biomarkers and advanced imaging techniques have emerged as valuable tools for diagnosing VSA, offering fresh perspectives
for clinical practice. Additionally, anti-inflammatory and immune-modulating therapies are gaining traction for their potential
to enhance outcomes in refractory VSA patients. Future research should focus on the dynamic alterations of inflammatory cells
and mediators in VSA, as well as the precise evaluation of the inflammatory status in the heart and coronary arteries, to
develop more personalized treatment approaches. Overall, inflammation-targeted therapies present promising new avenues for
VSA management, with the potential for significant advancements in clinical applications.
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