AT RIALEE, 2023, 43(7): 1036-1048 www life.ac.cn doi: 10.13488/j.smhx.20230448

RIE, AT KFEGHFFREER, BERASFTSHAFLELRAL. RELAHENR
MHARBHELEREIN IR RETELEREEIE, PEAVEFIAFLH
% . Fundamental Research%h%. Engineered Regenerationd| L% . T ZNF S o
EUMHERAEAEFH LI, AAIEMBHSE, LFAMFFRETEFER
AR, FEARTOhEELHELECLERBETWHHFEHEAK. £HIFR
B R FINat Chem Biol. Nat Commun. Cell Rep. Adv Mater. Cir Res. Adv Sciv J
Am Soc Nephrol. Biomaterials¥ X k#1004 %, BMRASmEHCH. THEXRE
EAA R, BRABFFMAFES, BRAFFFAFLE P RET AL F5H
FEREFHRBEALHFTRABI0RR. LBRFRET O ARAF —FE02019)F R iE
AR — % 22016, 2022).

NO/ROSE LT IR F 780 I & Fem P I E A

T, R H, &RR'
(AFRFLEGHFEER, BHLFAEABFERETLERE, XZ 300071)

BE: NO/ROSAMNL R -FHrEmaial. HAREFTHFEMEX. FHAROS)EE 4 AR —
AARNNOYR Y AW A B TERF AR SR AN R KM, A FEIR S RE HRm/IGEE. NO
HA—MEZYGARGE TS T, A5EFANLRFEHERLXG LI RZL I, NOBAKL LY
BT IR % RRA AN EFABEINT RAFE R AATx. AL ANO/ROS AL R-FH A KL L
S IR A K R, TR ENOA(R)FHRROS 8 £ 4+ F R B A8 fn R R e 7 b A 2 R BT
RGEERED,

XH#1E: NO/ROSAMNZLR-FH; Sh® Hm; £iat

Role of NO/ROS redox balance in cardiovascular diseases
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Abstract: NO/ROS redox balance is closely related to cell homeostasis, function and signal transduction.
The overproduction of reactive oxygen species (ROS) or the decrease of nitric oxide (NO) and its bioavailability will
cause redox imbalance and lead to a series of cardiovascular diseases. As an important gas signaling molecule,
NO is involved in the maintenance of redox balance and related physiological and pathological processes. NO
donor compounds and controllable delivery systems show great promise in the biomedical field. In this paper,
the intracellular NO/ROS redox balance and its relationship with cardiovascular diseases, biomaterials with
NO release and (or) ROS scavenging function and their applications will be summarized and prospected.
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(b) Endothelial dysfunction
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