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Abstract

Uric acid, the terminal metabolite of human purine metabolism, can lead to gout and arthritis when
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its concentration becomes abnormally elevated. The prevalence of hyperuricemia has been pro-
gressively increasing in recent years. Epidemiological studies have demonstrated a positive corre-
lation between serum uric acid levels and various cardiovascular diseases, such as coronary artery
disease, atrial fibrillation, and heart failure. Substantial clinical and experimental evidence sup-
ports that hyperuricemia serves as an independent risk factor, alongside conventional factors, for
predicting disease progression. Although extensive research has been conducted, the precise mo-
lecular mechanisms remain incompletely elucidated; current hypotheses primarily involve inflam-
matory responses, oxidative stress, and endothelial dysfunction. This review comprehensively sum-
marizes current knowledge regarding the association between hyperuricemia and common cardio-
vascular diseases, as well as the potential underlying mechanisms, with the aim of identifying novel
therapeutic targets and providing insights for foundational research into uric acid-related cardio-
vascular disorders.
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1. 518

PRIR S NARMERS AR 2 771, H s WA 22 s MRS SE A BB 20 T LA B BRE G, B PRV A oh . JR
B EEAEAFAT . P RIS N B i, A AR R () B 4 P2, RSk B 240 TESERIGET:
(LMD, AZER . IR IEE0A T S WA A o PRIR[ 1] 1E 5 U0 N K 22 SR R #4127 R BRI 1 R W5 PR IR
IYRN S-FRFENR, B RENIR IR, Sl B . B R, IRERIAE R HE 2 5
A, — BIXMCPEREIR, e S8R RS . BBt act:, JERHE 2 RIRIRKF
#3420 pmol/L, FR v R R MLE (Hyperuicemia) [2]. Borghi 25 AXF 4R 63.2 4 (1) 7531 42 it
1T EURIKA WS IEZE 73 AR B, SUA ZKF I 5 00 L9008 XU (14 i A ZE A A I 35 TEAH 9K [3]

2. REEEE O MERKRIXR
2.1. ERBRkFERR(Coronary Artery Disease, CAD)

IR AR R IR /KT 5 CAD Z IEER VIR &R, FRBRIIE & CAD FEESURK R . AR
kB A5 FERE Ve T CAD [ EARRE, X5 M R ERIME S IEA (4], el RB KB 2 H e IR Bl ik o e A 4L
R BNAKBEERIE 51, 5500 87 A AR AL ) 7™ B AR P S AR A OR[5] o A E A5 A e R Bl KB e ) A A=
SRA s AR 7t ER 30 ik ke o A A 5 v PR TR MILYEE 2 TR) PRI 9 2R, IR IE S T e R S Ik B B ) R A SR Bt 2 SR IR
WREERISE TR B IN[6]. BRI, 383 6 AR T W 2 4 H DAl PR et bR 20k B B (1 ™ B 5 5 PR A A
5 M PRER IR BE S5 et IR B Bk BER (45 A K B e K I AR HIORT P34 I B RS2 B ARO[ 7], — TR S M F 72
R, FT PP bR B0 MO 45 (1 gensini VP45 B 2 PR IR 7K ST PR3 g S 35 19 0 (4], 2 BA sl bR 2 kopk 45 (1 7™
TS R R P REAFTEIR AR R o bR BB ES A A R s ks FERE AL AR 2 —, R T O i
EPIRIIRA, ZRH R, SUA KRR 59.5 umol/L, etk 3 BkAS 1k 3 FE i KUK K 18 i 31% [8]

W R R, BRRIES CAD B8 ZAA KO I FAAA I, Kim 25 A AT 5 bR ER I 5E A e O
I3 1) 22 GE VTN R 252600 #r 45 5 Sl 7 I JR BR AR 4 i 12 mg/dL, CAD SEIFE T XS s &6 n 1% [9], £ T
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TF 502 B v DR IR I 2 Tl OO (R O SR R 3 o B KR ) — RS A i SN 22,714 N 45 R R
SUA 7K1 5 B B0 T 26 ((EA] Ji DR BT 5000 1 22) RO LS SR T 38 AH DG, JRIR/K ST i 333.1 umol/L A]E
R TR o 0L BT 38 0 PR BRI [10] o — TN 386 0o ML 857 2073 P 32 AR 3 13047 O T B P BA BB 78 R B, I35
PREGIRFE > 7.0 mo/dL 35 G0 135 18 A HF (3 222 BUFE 2otk) & CAD [XUR[11]. sUA &35/ 1 mo/dL,
DML FET AN 4 BRI FE T2 3843 BN 12%A01 20% [12] . I fR R /K T+ C#GIE B2 PCI J5 & 4E MACE 3
fRfER R 2, BRI ARN, SAkm R I B M, #252 PCI B8 ME R 3 k25 & 1iE(CCS) H K&
S FF) 75 R R INLIE AR ¥ MACE R 2E 2 Al vy PR IR IMURE £ 38 RO 7, GX 98 H T i JRIR IMUYE & PCI & MACE
MV TE TN R 7 [13] [14]. I8 HUERBEVIKIE 6 SFRIBFHMIETER, KRIm IREE ME S 1 E 4 L7 2
PRIR IE 5 HRE (O A5, ATt v PR IR IUE 55 NSTEMI K HIBE T A0 (R 458 [15] - & JRER ILAE A1 CAD 2
[V FRIAE SC R RIS Al A b3S 5, X AT AR IR R F AR R K AEERH L IR I, IR RiifL
Z[16]. EHFTHIRESR R, SRR MR 2 CAD FET R RIE & A 56 (ST T D8] -1 AR N7 fE G IR 3R

SRR ACE IR AL RS, & ROS 5 5 1 S8 AL IO S ks FERE AL 1 32 BN L 2 —[17], TEJRIR
FEAR AR, SRS AR R E G, (RAEVE T E T, ROS FhE vl i S NS KT LA R R A A
W5 DA K B R A R (-1 17 A, S5 Bk AR RE AL 1) R R [18] . iRk 5 1) PR R 2 5 R ok i A Vel —
WA TR R IR E AL B UG DA S B AL N, FRAIE NO ARG, 18D B #E NO U774, Rt M i
Az, GBS ERKIAPL {5 530 B T 0 LA0 M (0 3 BRI P B 3R-1 IERIE AT 75 5 I WA 4 R A 2T 4
AHAEIGTE, 5 EUME RN R D Re 2 48[ 19]-[21] . ShIKHERERE AL /& —Fh SO0 M [22], JRIER A B AR
P2 75 5 (1 1 S0P DA R /MR 2 AN OGS 5 R, SBUSRER T/~ M1 L4038 58
TR DL I N B2 hAefsfg . Bitn, RIS EPK/p38 MAPK R[Sl ] AKT @i 5] i
[ 5 RIRP UK S 5 SR PERE AL BEEAE i [23] [24]. DRI s JR R IIUAE /& CAD FIAST fERG IR 3R, ] Lt
DA b AF FH AL R A & PR ER LE X CAD 45 35 K48 S IR IR TG IT -

2.2. 1715 B (Heart Failure, HF)

HF {EA—Fh e, HF AR M) ) 535 F 2 N AR S B A R R N 0 W 0E,  #
8, fERIEEZK, HF 2 65 % L F B AR R IER 1) = B R [25] . @R MUAES HF 2 18] i BF fff s 214
AR R A BNESE, (HESRRIES VS OHER HF BREZEA R, XMW &R ILE ] 58
7E HF e 2 X EEIER[26]. — RS AFE B8 HF KRR RN RGN RZERE ST RIL, =
PRIR MIE 5 HF 42 XS AR 2%, UA S8 1 mg/dL, HF &R LRI 19% [27]. i JRER /K F-/]
DA TR (5 2, AT LS HAt O R Dh B Fa An Ik & 6 F , B4 2 O S S I 70 8, A PR 22010 HF &
RY, SR 43 B AR 5 5 B 0 838 (HFPEF, HFPEF), Alberto 25 NAIFB, £ HFrEF #1 HFpEF i,
o PR IR IMLE 5 5 R M AR BE BT 9%, I HL i JRIR IMUAE F) BB 00 R S L 5 3 4L Ry 1) 9% R R FE /E HFpEF &
TR [26]. — kT NHANES 4 2 IS 78 K 30, £ 248 & 7T logistic [l H#E A, 5%A &
PRIR ML9E R AU A8 AR LG, A e PRIER L Bl AU 3 B HF IR BE 1t 230 i 2.46 f5 A 2.35 fi%; fE2AF
= Cox Uil XU AU AT Kaplan-Meier A= /7 fiZkH, BB i R R IUAE B30 ) HF B8 38 R A8 4 DRI RILCo I 48
FET I ARG B =5 28] Deis & NTEMATTRIRE SR R I, B T 75 BEHCE 7o O 5 40 Bh A% B AL O TR AR A, 15
PREG/KF Tt s A RGBT 3R (WA ) HAST A U6 B o 10037 PR IR 7K PR35 0 15%, 4= [RIZET KUK i 10%.
XTGP 5340 R IR R B K« 7 28 70 4 R AT HRRiX LA B 70 25 2 A AEAR SR B AH DG PE[29] o b4, 1EN—
FRBRAC IR BR (1) 25 ) I V2 W B ik T, 1 DA HF BB 1S, JF BN PERE R HF R AR fE S 3w i)
PrE[26], R S RIUESEIE B R R MURE AN HE 2 [AIFAE IR R e R, (H K 2 $ o f /R B HLAL A 72 35 B
I35 PRER 7K P 5 HF TG G [30] o MILiF FRIER A& — ] S LB A (19 S22 0 &5 2%, A 32 I PR B F AR AL
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DR bt s R B IfURE AN AT BE A2 HE A R &5 R R 2=, 1 HJg HF AN R 45 = 10 70 BAR S 1 e 7

RSB RIRIMUE R HF 2[R RSO R ANTE 2, (ESEIG AR R FE R B, e PR IR ILAE 7T 2 B0
PERT, JERTREE I E AN N B DRERRAS . I SR K A 0 2 T RE R S AH G o T LRI B0 . BRI
TN S A T 3 I AT AR PR R ARSI T I RN R HFE B RBHLE, 5 R SR PR R 7 A 1) 1
s S 30 B AL . B AR A IS UL 21k . DNA 1045, JF i S BRI O U LZE B 4545 [26]
TEEEAR S 5 5 A R ATAE (R NO AR EL/EH 7242 ONOO-, X <3 [&A% NO ZE4 ) FH EE[31], FETFE%T A Bz 4H
JfL A — 3 R S A SRR, SEUHF LA P R T BB RS o Ak, B IO IR AR SR A B A R
12 140> /7 %£ 35 (Chronic Heart Failure, CHF) [ 8 ZG H K 25 . 1M S0d I 175 5 00 JUE RS 2144 200 Pt 364 5 R s
TS S ACEE N T (0 5E 0T & J8 2 IR AE O MR AT Al T R FEAE L, AT 5 53040 i 41 3. 98 32] - Jamees 5541,
AN T UL ALK N Ca®t ATP [ Ca> FR R, SO U SE /1 PR . BINEns B BRAIK 1 a1 4
STLZE Ca2* U, GBI T B 1 IR AR T BE R AR [33] . Yuetl I T RIS T 1\ P4 2 41 il 5% 22 3T
T2 T I A SO ' R- I R TR 3R R G 1R s SR IG T I, IXONIRIR IS 5 1 P B DhRe bR fig de it 7 —
FRHTHINLHI[34]. AR MBIRRE, XFEAARUTZ B8 HF 5 R ILAE A% O AL, B 5 N D)
RERRRG . ML 4El . 703 E RIS JIBEG R RA O%, F8UHF BFEIEAR BB

e PRI L S O 22 PO 5 5 I 9RE, 0G0 SO0 I A P i LA PR 8 R o B A . —
T el R W, Al PR IR T ARG AL IR - RURE Y 23 F-[34],  Huietal 487 7 JRIRIE T Nod 52 /&5
1 3 (NLRP3) % /M AT 1) VSMC 3858175 5 2 £ [35] . AMP 3540 25 1 (AMPK) A1 Al -F--xB (NF-B)
S RE R NS 5 PRIG 55 10 90 R 73R8 1) 32 BLIE PR [36] [37]. PHL, wliEtE UA F1 ROS [ 4 45E
Al AL A S HF fdtRE .

2.3. 1ILEERE(Atrial Fibrillation, AF)

ERBRILIE 5 AF 2 18] S TR A B 2 (1 [38] [39], i IR R ILIE & S 300 35 il AR 11 8 2 1 [y
DRI 2, I RUESE FBH, I35 PREGKF 5 AR K AR 5 28 KU AR G [40]. —TifL & 31 Tift 73 3 504,958
42 5F MRS R K 8 TIRAFIT T 25 SRR B, FREG/K V- Ty AR R0 AR 2 25 AH G, T 29
T A 25 SR R AR S IR 2T si[41]. SR H B — 0% 325,771 444252 5 FUAA A #5 (1)1
Wr T 7T W, 78 VR AN ot dh, FRIER /KT 35 Aoy 1 0 8 B IR K 1K AF G IR [42], FsE k-,
e ik, MR L IREE A AR 2 R QIR I SEMAAT) AR AFAE Gl o TE— TGN 7155 9 &3 1 BA BRI 9T,
PAK — g N 970 il i S e KB 3 R 49 % R 0 45 R s, e PR 0T, SUA ZK-F38 38 T AF
BRI, ERE T AF 2 KRG, MIEREAT AF FRZIAE o2 Mo [43] [44]. (HAE
—IUE K 11,956 42 5H MBI AR, MG RIES AF KB Z R IEADG, KRS SR TE 5 1
HZE[45]. fE— TN 15,382 A AFUATE 45~64 5 2 M52 # 1) ARIC B9, 45K AF FIRAERE
M7 PRER VR BE (3G N~ A7, I3 JREREERG N 1 ANFRitE 22 AF X8I0 16%, 3= BEAE AR 32 B N Al v
[46]. BLA B HOHE FUARIE IS JREE KT 5 AF AL Z (B &R — TR AR FCAIN T 45 Bl R M AF &
B AL BIKAYE AF BRI 48 Bilxt IR 2 53, 45 S R i IR N5 7k AME AR FHR[40]. 55— T3
LRGSR, Wik, FERMERERLLM: AF 2551 SUA KTPAAERE ZR[47]. £ TN B RIR
FELL(n = 114) RO HEZ(n = 609), JE7E AF SETHRUSBEV PO % 24 /N A, R IR IR IMUAE 263 7E B
P AF SE R O KE B R X TR . BRI AT AR S BURBR KT TR, E R R IUAE )
FAER] IS T AF K [48]. b4, Si— TRt 7t o, R AR & IFRE(R ML . BB IR
o I i 1S R DA A e PRI IR B R R S A e N, v PR B IALAE 72 0o o BN ) — ik
SLSE R P R [49] 0 i JRIR MUAE AN AR IR AR SR B, P AR VIR &R, A AT
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SR R I R R 147 3 0E

FPRIR MURE S AF A OCIALHI R 52 A BH A, AT Bl i B s ALl e i AR R A o s PR IR IIUE
S KPR . AUTEE G AE L AB I 5 (CKD) A O, T X L8 3 4 M Ay 0 B BB ) FE R R 25 o =i R
i 15 7] B L H At fE B DR R (I O S BBl o ST BB SR B, e R R IR 388 3o 22 b L] (f97) 4 %
fiE, AAGRLE, A4l TS, TR T RO R ) S S ) 0 AT L AR B R 2 ) B B AG OG[36], T Reidid
PN 15 T 50N N AE AR S B 50 o BN () R A o R KT B PRI I 9 2 I R SIS B A 88 o R
F[50], MORMZKIEEERHRIES S AF R RYER[51], JRIR£h 45 & vl 8 i ¥0s B Ve gl f op
NACHT. LRR 1 PYD £5#3k #1851 3 (NLRP3) & AE/IMA G| K 2 JE[52]. F3 4k, I R BR vl ik R R i
e NG, 8 PRIR L S A BEE 2B A A KRR R, Maharani 28 A\ KRR T3 KV1.5 EHE
FARIGIN, O F U LA P P e A 3 2 rhofd o B A ) e A T B AR 38 AR I 46 F B A FR AL RF R I [R],
XH BT OEESTIRA T K[53] [54]. O —LesEI0HT 7t 45 B SR IRBRTE O B B sh v R ¥ /E R [52]
B L5 i PRUE 3 2 B B PRIR VR TT 7T BT 0 5 B 5 . FRAT 7 3k — 25 0T e KRR IR IR 7T, DA
B UE A0 v PRI I BYRR IX R85 1) [ PRIV T A& 75 Re BT 8T R s BB

3. BEREETTEILIMESER: MinKRiXEIEREREkERE

R R TT T 43 K2, A XO Hfil ) (] an I WE e . JEAR =] A R FERE 2 &) Aih) s R IER =2
DA KA FH R BRAHR M) (51 P 7« IR Ty B RN 22 B 85 ) o MR IR S o LK B PR RV T 7%, ARAT w2
— AT 43 3 78 A3 B TR B 259  AE LTS 5E T, CARES BIF 70 5% AR AT &) Ath ) o0 IILAEF () 22 A P4 Y T I BB [55]
FEIRTUWE « AEF AR 50 4, 6190 447 WUE i BENL 70 Bl 42 2 B A m A B B AR T, i Ar
BE VTR [ 32 AN H o AE A E] At 2EURH 5 R R I 32 BEZE 554300 10.8%F1 10.4%, A AEAG A AE S R
P (p=0.002), {HIEA =] fih 2 145 R FE T2 3R (7.8% vs. 6.4%, p = 0.04) FC ML AE T % (4.3% vs. 3.2%, p =0.03)
BEE T AERE55]. RIEAR, KERMMAYE /M 7 —/> B, B AR A 1 gt
T XK. SAT0, 7E CARES WHoiH, KB 1E TIRTT, FERTERUIGIREEV: . Bl KK M) FAST
Fi(n = 6128)/& — T jshr s, Bk s AEH R RCT, ARV 48 AW, A RBLAEA & bl
BB T Tl MR s AH (45 5 [56] . ARG RIAB AT & AE 25 %0, ARA ml A AL ) 4 PR A6 T F L AT ) R s 4
(3.5% vs. 5.7%, HR 0.75, 95% C1 0.59~0.95) . tt4h, FREED Hf 78R 42 3 1 AEAT 7 Ath 5 5 R AH b AT AE SR 25
[57]. £ 35 N H M AZBEVIAAN, JEAT Rl 2 AR SEAG R AL R G L Co LA R0 B R A DA S T A BB T 4
AN 23.3%F1 28.7% (p = 0.02), 1X 3 BLE & H RSB 2 7 K80 ). FEATHER. FREED F1 PRIZE
FBA K IARAT FlAE H A B PR TN s G, LA FAST BH9T, XhNd [ ixin) e ett. B
R REFISEAT R A AL, B R ER MUAE 250 I PR &5 SRR T 8 K2 R AT, 28 Bk, B IMERE AR
A w A ANH] XO AT RN RR e NI B AL S (i . P R ThRE . B R AN sl fik Py - rh 2 R ) A 2
R PRI VETT R I R 45 R IR 2800 AR 52 [58]
4. ¥1ig

FPRIR MUAE 5 s R SR IR B8R AR SR SRR AR AE O¢, AT X 2L m) 5 5 80 O
A A KPR T2 N . A 22U, A SR AU it 1 o0 T PR IR MLE 5 7 O B A PR BB T 8 22 [A] 56
BRI AR L7 i BROAIEE s DRI, 7 DR IR IMUARE 2 75 A2 el /Lo B0 T AR T IR N 0073 TR 22 A5 N3 26 (58] X R
FARe S NENFER 2 R S RBR MAER € S, BFFUEE . BV (A, FEAREMGHAEA . A
AR SCTE B PR TR SR VA T R B RE G O MV 45 )= o i IR AR 22 IS PRIR ITUAE . 5 SUA ZKFIE (1)
ARE AL, v PRI I R w5y I e 53 R e oo 39 00 3~5 155 [59]« LIFE 2 5 — Ik B BRI SUA 7K-F 5 s i
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J BB O ML/ S 3/ A DR AR F T [60] o 1) P A — o BRIt 751, 5 FH T v PR IR IfLRE 263 DA PRI SUA
Ko —TRZAN 10 DA 5 1) meta 73 AT o, il WG e m el of 1 Ak /M (HLI 35 AR [61] o KR I MR i T 7 ]
SEAKAZ Z I H RS (B[], I 08 AR e B0 SR R I PN R T R R i [62] o T3 R e Y I e Y mT R B T e
AR OISO R . A NESERIZ, —TUATHE A ST 78 (n = 7135)3K W,  KF & BRI T o] FFAI%
O ML AR AN ZE T R [63] 0 S 5 BRI 5 0 R 3 A1 B ik 408 2% ] [ PR R 6 YR 97 R BRI v PR IR ILAE A
HR O BT A, H AR AR T SRR R . R, AT AT B A

o R IR LA 5 /00 L5 7 1) % AR AR SRRV BT, 3 VA R F o R IR IMILJEE (T e idk e . 955, Tomiyama %5
NEI s 15 PRI IMUAE £ 38 0 30 ks 40, B2 55 R0 98 RE 1R R AR, I AT BE -5 i I e R A= TR XU 5 9K [64] Hoik, UA
iHid AMPK-mTOR-mROS Al HIF-1a i@ 47 5 NLRP3 A1 /IMAAR I 2080, R, UA KFHIFEAT
it AMPK FIB0E, S0 Sk RE AR AL BEER (G 1R [35] . 4k, UA BEHE Kvl.s A MERIE, W
Akt 1 HSF BR1L, T30 Hsp70 RiAM . iX—45H LW, 0 Akt-HSF1-Hsp70 3l A2 1677 m R
T 1ML R85 AF 1) —F7 7515 [65]

SUA /K F-Ft i CAD. 0138, O Bsh 20 M wmif e, BABT RS Z. R, X5
R ILSEE 1 00 K07 LR PRI ML PR JaR R 7K ST o o I 5009 IR 1) 2t Ak A R 7 B G IR 5 7 o975 5 I
B A 2[R R DGR AE 7 THATIAFAE G+ [66],  FEARIRERIE YT X O L FAF TS IR s sl B AR LA 4
H, BB FIGE RS ATI AN E , AR i PR IR ILAE 5 o 1L/ S XURS: PR i3k — 2D S L B

SE
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