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Research progress on the relationship between uric acid and heart failure

with preserved ejection fraction
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[Abstract]It has been shown that serum uric acid levels are associated with the unfavorable outcomes of heart failure. The incidence
of hyperuricemia is significantly increased in patients with heart failure with preserved ejection fraction (HFpEF). Uric acid accelerates
the progression of heart failure through pathways including participating in oxidative stress responses , activating the renin—angiotensin
system, and inducing inflammasomes. Urate—lowering therapy may benefit patients in improving clinical outcomes and decreasing the
hospitalization rate for heart failure. This review synthesizes existing evidence on the relationship between hyperuricemia and HFpEF,

with focusing on epidemiological status , pathophysiological mechanisms, and the potential benefits of urate-lowering strategies.
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N B R PR IR LAE S8 5 © o5 149 , v 53 1 J0 5l i
24% , e PEBRE R 3.6%" . DA 2001 4F % 2017 45, 5 IR 1ML
E (19 S5 A TN 8.5% ST+ 5 18.4% , HBf & A K,
SRR RREE IR IRIRAE g ARSI i 2R
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PREZ KT 04 5 55 T e 5 22 0o 1L 806 1 R 2B R R 2 Y0 AR
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TEH WA AHOCPE . Yang Y &M R 3, 1L R 2 (serum uric
acid, SUA) A Z40 37 F0M O i B FE T R IR RS T8, W&
SUAZKF-FH i , TR 3N Wkege s 1 = A )0 1 4 3544 (major
adverse cardiovascular events, MACE ) ity JXURS: B8 i1, {H 2 L%
57— 3R R . Atar ATZESRYTTITHE H IR BR 7K
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it 50 I B Z AR B VIR IE R o Vindis A FFOESE, JR
iz (uric acid, UA) 7K 45 B 80 T 42 R 12 % (S {E
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i RIS Wb o i PRI B e W, 24 2/3 1 J8 A A T+
TR 3 010 e R TR 1A LA AT B i 19 ik 8 K (brain natriuretic
peptide, BNP) 1 C JZ W 2 [ ( C-reactive protein, CRP) 7K,
7 e R L o Hs T 18 B 8 DR R IR 5 0 MR AR 3%
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(interleukin—18,11.—1 8)ﬁﬁ12|§(pro—IL— 18) FIi 2 2 D(gasdermin
D, GSDMD) 28 K & B W v M2 e B B2 A 1K i A1 (cys-
teinyl aspartate specific proteinase, caspase—1) IK St 5 Ak s
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dase, XO) 1k IR R 4= i ¢ (vascular smooth muscle cell,
VSMC) 14 58 LA K AR % B AR 45 1 (BESE R AF) 244 1 (Tectin—
like oxidized low—density lipoprotein receptor—1, LOX-1) i3
I8 AR R ROS Y [A] I 9876 NLRP3 8 P /MA R W fg 2
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DR B 2 v M1 R0 08 14 5 2R, 0 AT LG o S Ak T SR P
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O IERFE , BRIV A 1 PR o 1, 200 3 I TS 14 A 23 A i
BRI WM. /N BURY R R AR O I LV T
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2 RRE L R, PR/ BRUAN R Bt T RIF 9 2 S A A
I PRI, I BB AF 1% e o PR 20 O 1Y) HEpEF 38
R HRMEEZY BN BRI OIS
AN RGO HIE 2 2R, I A0 UL 40 BN R RN A 4k AR 1Y R
P RAESE HFpEF S 843 IAEHUET - C57BLI6) 4/ Rl
(20 A LA 1) AT [ & H B HFpEF 0 [ % M5 3 B ik
ANEULE 6 I I T 4 8 B0 DLET A AL AN 2000 8 6T SR D BE B
%, £7 G &4F HFpEF s N4 RGeMEE B2 4F HFpEF 1)
LR YEALFIET SR D RE R A0, H BRI RUME L 58 B 26
Z AR o 38 i S5 LA e R B Bk e 7/ B MR AR
TH2 8 1 7 5 B AR R BT (potassium oxide , PO) #5377 B JR
P2 AL SR LA Pl 5 PR IR ILAE 7 O IURE SE A o AL o A 4
FHP, HFpEF 8l 4 155 B9 (1) A% .0 2 8 B4 58 1L 53 24 (ejection
fraction, EF) i) [F] B 175 S &F 7K DU RE A%, 117 HEFrEF A5 70 1) L)
EF BEARCMAFIE . 85 22 R T I Can ] s Rt s
I B 6 2 5 LR ZS ) T S A2 E MR 9L HFpEF, ik 4 [1]
HFEF#EE . BT HFpEF & 24 91 w1l & IR RE R %
R a5, e B I R AL EA PR . 2R
15T BE O 4 M AR AU N 2 HFpEF B9 &2 241k o #%ilT, Berger JH
SFUNATER T — i RUEAT i "HFpEF 858 2R HFpEF |
REFHF IR (diet—induced obesity, DIO) FI B & Z4kIt 5
1 v AR S A DA 28 HEpEF (19 52 2% I R ARAIE
1 4 — 76 % 4 O [ 7 32 2 1 2 0 59 (sodium—dependent
glucose transporters 2, SGLT2i) A Y7 % HFpEF #2717\ )L (1) 45
RN Z R AR AL , A5 O NEET K DD RE X B B R AP
JEREAR LT AL i S AR el . X SE 45 IR IR T HFpEF
2 T 2 AU RF AE AR AU X 390 BT 52 2 55 i AR 3K 3 R 3R A R
ZALk
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1o PR R I 2 HFpEF (B3 A R A9 2 57 A 16 A 7
Wy, R PRI 55 0 I 8 2 8] A SBOIR AL AT o BB L (A 22
Tl RATFFE 2 IE 55 = PR R IURE 5 HFpEF 8835 A R 15 22 [H]
FEAEW R CHE . Wu XFAEH % 3, sUA K 5 HFpEF B4
BH B0 T S 0 R P o 2 2 oS KU B AR G . PR TR B3t
ST mg/dL, i A ARSI N 4% , FLIX — CERTE Lo P i
FHREMA S, Sk E BARR LIPS R, L5 UA KB
Y HFpEF 5% 41 (>6.6 mg/dL, A 50 R IH F s i 4
FETT R AR B AR TR IR R, 38 1Y I3 UA 7K
AT A R BE T KU 3 i ik 37 AR 2 (P=0.016)1 ik — 4 32
£ sSUA KT8 5 A BT KU BS &2 IEAH G o Giuseppe
P A Sk B W5 2 25 0 ) vy K I 2 A (ESC-EORP-
HF-LT) 808 /3 A $2 418 T 58 A 1 9 IESE , IR 5% & 3 sUA I
A (FPAEsUA 17.1 mg/dL) () HFpEFR S350 1ML 56
T2/0 F1 528 (heart failure, HF) A B & 5 & SRR 29 0 sUA
FAR DY S0 (P sUA 6.30 mg/dL) B354 745, 3
FUFE PR R IMLAE (hyperuricemia, HUA ) X HFpEF 5 A9 7 Ifif
oM. BT sUA SR e LS FHFGET HAR)MCR,
SEIL I —E B Ak . LI 1 943 (91 Hh g S P o0 T TE U
B (L& HFpEF) (9 6 4 A BT 55 & B0, 268 1E el P AR
HA R KFAL S JET o A BE 1) 52 A 24 8 XU 22 1E A
L BREAR FIFEABE AU 2 B 206 &, BARIN &, UA K
SR 10 pmol/L, 5 45 28 s iy RS 38 I 1% . SR 1T, 1A
FEA KB sUA 5 5 A6 T KU A9 ] 5 G614, Carnicelli AP
LM B 5E BRI K 5E B9 HEpEF 3% b i 0 PR 1R 71 &5 10 5
BRI sUA 55 WA FHE 5 A R BUS HE ML
WbR R WK T KRR SR A . (H R & BBk
sUA ZK P55 56 13000 1M A8/ WA B 1 42 6 S A4 =2 AT R AH G
P, W sUA 193505 1 (B 7T BB A2 B 58 A HERRAE Bl 1 sf (1) =i
AL SRR, W1,

T3 HFpEF AH A 57 26 B sUA ZK - 3h 282510 X U5 1)
52 . Nishino M ZF™Y 1 I HTHE ML 55 99 A T 464 5] HF-
pEF & I 155 R IR I 14 8 2%, 25 5 Wb s 22 vy PR I 20 1)
A RFET 5 TR PR MR L . BN 5
B, sUA KT BRI B 38 LA TRAE T KU B AR T sUA K
R T R ) sUA KA 3 A Tl HEpEF (%
T -

Z IR BRI T sUA VE RO 77 3 8 T A B 1 2 57
MR F . Deng XL EFE 1 041 & 210 il HFpEF £ 2 [ BA
GIo R R B, UA 4RO 3l A B R i, R
SHFET RA M ZE R TG F L. AR
52, sUA>T mg/dLJ& HF B ABE (20 S7 fE B PR & 2 OCHRTEAR
) e 53] 7 20 % 78 95 # NT—proBNP . = 42 3 34 i 45 W 132 #
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1 BREBOESOHFBHMEEIERAR
Sk DN IHERR bR FEACER BRI FELM
Wu XF &4 PNBRAE A O SR A I PRAE IR BRAE 0 547 WIBRERAS] 103 IRIR K ETH 5 5 HEpEF (% A WSt
B R DE 1454 T/ Dy e S 5 I R R Ik WaE FLCTEFEABE M & A LRI SC . 1k
- T, 5 M0 A R I NS A B DR R (NT- A TR T A A7 M 3R A 5 i A7 7 W A 4 5
proBNP)>125 pg/mL, 0> b7 Bl 8)) i 3 #) NT-proBNP> 25, 5 MEM L, IRBR KB & i Lot 27
365 pg/mL; 72 % JF 1L 53 8% (LVEF) >50% . HEBR Ax B 2 a5 A A B8 o A B A
T < R VPR A BRSNS | e R O I B = R
TR e B Best T el ok RV 1)
Kobayashi Y 25121 4 ARRUE 2 W AMES AL I BB HZE SRS 516 RIEEZ P B i A B I35 RER K -5 HFpEF (2 K39
Mo H=50% AEM>20 % o HEBRARHE 2tk sh DT FET KBS RGN A ST g R . e, I i
k&R AR B B2 MBI R A O RS DR 112 BNP 7K P24 558 g 114 7o 00 e FR
Sl R O I 1 SR Wi 7 4 RIBE T Y A SRt ) S A vy
Carnicelli AP gy ARRifl - AL ORERT M2 1~ 900 I8 3% 212 BUIEYEZ S F45E (9 HFpEF B35 v I 375 PR R T ) o S50
(EF=50%) NTproBNP /KF-FF 5 (2400 pg/dL) 4 DR L sUAKTF-S5HEIIE CON-FR i HT B B4 IR
A 5 R T I8 BhRE J) T R (I VO2< B LT ROVLAT 8 TR C R 2 2 (]
60%) . AETE I I K
Li Zp 4544 GYAFRUE I W 0 ) 3 1943 WERPERIE  BRFR KX 5 58T~ 3B A B 1 52 A A
Wz B Joi 64~ A (I ARG S ) JXURS: 5L IEAH &, 501
SRR ABEZ A2 B R 0 64 A WAL
TR TESE . UA KA 10 wmol/L, 5 A
LAY KBRS N 1%
Ambrosio G2 gy ABRIE S0 BT ER SN B . HEBRARE AR 4938 WEEHRIIBT AT A B Y I3 UA 24 B HFpEFR B30T
<18 % W RN P E R . B 1L UA K5

Nishino M %MSJ

Deng XL 2z 46]

Liu XH %47

YARRUE : e AR RO D B S e b, 22
LB R 22 = A 53 E=50% . A BERS IRk
>100 ng/L 3% N 3 {if ki £ Ik (NT—-proBNP)>400 ng/L.
HEBR AR 1 - P 22 i 75 0 30 4G K B 45 4
A AR T BO™ R SO | EE KR
PP 75 B AR S s QAR <20 B 5 DA B i
A 2R Bk A AE s @D AT RO I 1
FHO6NHBURA R ; @O0

Y AFRE  HFA-PEFF 28, HEsbRiE Otk
k& A AE B A O VB 5 s @™ & B T i o
[t 5 /NsR ST % (eGFR) <30 mL/(min-1.73 m2),
T CKD-EPLA I | @132 13 IR BRIGIT 5
@ENERR ; O™ BRI R E T it 2
A R =AU AL ) s @R Yy

Y AKRUE BRI 2016 4E ESC .0 1 TR R W M
HFpEF. L4533 HF R ARAE 14 R 3, 42 it
8 ) /3R 2 A0 MO S5 A0/ O T I
VA Ko 2 i 368 75 00 Bl PRI 5 1) 200 38 33 1L 53 B0k >
50%. TEPRIR MUAEZIN 3L SUA K- 13t 7 mg/dL
(BAE) 6 mg/dL(L k)

SEPRFET KA FH A 5C (P=0.016)

4 R PRI JLE 20 A 4 (R BB T R ) d g T
BE PR BRI A 4 (HR=1.73, 95%CI=1.19~
2.25,P=0.004) . B IRIR 45 A W R 12 21 A
L, 4 AE T 2 B B IS (HR=1.71, 95%Cl=
1.02~2.86, P=0.041) B fI% bR 12 {5 21 1% B4 JiR
BB 9T S e AR AR T R BRI R MR 1 41
(34.9% %t 24.6% , P=0.06)

464 TiHEEZ

210 HTHEMEUER R UALURF AT ORI RBH 2 g Ay
W5 L% (RV) HAR A O B (RA) R K.
PASP #¢ . TAPSE il TAPSV 41 , {H /6 .0> %
&F 5k R W 4R (LVEDD) | 220> by 75 B 48 5k
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