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Abstract

Chronic pulmonary heart disease (CPHD) is a prevalent clinical condition that often leads to heart
failure with a poor prognosis and high mortality rate. Early diagnosis and intervention play a cru-
cial role in improving the patients’ prognosis. Hyperuricemia, as a metabolic syndrome, can im-
pact the occurrence and progression of several diseases. In patients with chronic cor pulmonale,
hyperuricemia can worsen the severity and prognosis of the disease. This article provides a re-
view of the research on hyperuricemia and its mechanisms in the development of chronic cor
pulmonale.
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1. 518

PEBIE T o, O 5% BT 1o JIRE R 1) 8 2R 2 —, HL RO LU I AE BT A 4 A oo JUE G 63 o
20%~40%, Jifi Lot A AR, W5 51K ZRIFRAE, X EFH SO @RGP (1] Bk, R
RIUFEVETT M09 Xt T ARG 38 B 453005 (o i 3 o) AN i AR TG S B 2 OR L A, il Lo 1R R e Wiy
PASEROHEL X LA, o BRI PRI . A0 =L RO E, T X O )
BRI SR A RN D EAL K. SR, — L S AT e LU AR R, X DA E 12T
UL B S Im R SEEGEAT ER e 0. B, i 2 1 5 UE RIRVE, BRI B S R AR A ML i 2 ik
TIRRIZIN[2] [3] [4]. JTFRAWIICRY, ML RER /KT M Lo (1050 7™ AR P DA SR [5] - ok
MIESE R, R R KCT 2 InE A8 B Lol D BE AL, S I L PR R KT 7T B 3 M gt P a5 £ 12
W AT A PR B (KT DP A e PR TR HILAE 2 X e 2 A P EE 3 £ A2 A e 7 2R s [6] [7]. BRI, ARSC
o i 1 P I P o B 140 PR R DA % vt PR R AL X P it 28 EE 8 Y S0 AL 1 Y 2

2. BRI ORI R A REE

A PR i 1 O 5 (CPHD) & — i e Wi, JCHAE P2 NBHR T 5 i, £ 65 22 74 B2 F N
H, RWHRLIN 9%ZE 15%, TMifE 75 % LA B2 A, K2 n] DLk 3 30%LA E[8]. %5 & —1
ZEAS R RO, FL 0 TR DRV g i 4 2 8 M R Th B S8 B, n 2 4L e L B e
Horb 80%~90% 1 5 & 7 8 14 [ ZE 14 fifi %5 (Chronic obstructive pulmonary disease, COPD), i #fiZE LAl
PIR B R AR AR AS AT 5 LA b o R AR AR A B R A s, 0T R R 5 3 I A P
JI3EI, A SR S . KIS 2 S 8CE L =Y AR, i 5] 0%E[9]. CPHD 5
SR 4 O IESR (Acute pulmonary heart disease, APHD)ANF], APHD %y 2ok fifi ke 845 5 [ S 8. %6
AT 7R B, COPD & F:ilish fik & i /& CPHD [ EEMLA 2 —, A LAR/R TS AN R [10] [11]. 12 BH fiti
BT /NTESZE,  BiEE S IR, B A4S e I i I3 AT A R SR S M e A 3
B R X3, DA/ D 8 S ML L) A . JCHAE B Y] COPD B v, yRig e sia &
SN LIS, 1 it M B ) (PVR) [12] [13]. MBS, fili e 414 55 PVR Hn[14].
(A, P R S A L AL 4 30 2 6 P R A PR 7 A BRORE TR NO 98/, 845 Il L S R AR G- b oy, AT
T B A P LA BG5S P ST 24 A S5 I P R ) BB R AG [15] o A e 45 R4 oA T B HS Ain 1fiL /)
SRS RN A A A P XU, 33E— 2D I 0/ BEL g b, I P B 40 3 3 e A OB A% o i A Xk
PEA SR AE SRS il 30 ik o e 9 A R R R PR DR . Bl B2 3R 1, AR — s o v o 5 1l A
Wi A 7, FEARECIRAS TR N, Inamai e U 46 [16]. I8 Fodt Py Bz A= IR 79 dn i 5 P 2 2B K DR
IM/NRATAEAE KR 7 AR B SRS M E I 3R LR, 5 4 B 20 A 438 5 R A 160785 PAS 1) i /e 452 4% A 98,
TG S8 I 1077 PR BRI, A R AR T ARAR /N, 3 B B0 ik o T HX P A A AN o] 1 4 [17] . BRAER 3R
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i, Wa

WA 1 BEL 8 1k s o — b 4 B JORE MR (18] [19], SRAER 72 5 H A K il e, WMEMEN R 6
(KI7KF T e S Il T 38 T s B A 96201, C M ER HK Pt 5 PAP 5 ET-1 AHC[21], #RUER
IS A it o5 (14 Ji R R HEAE A AN B AT A5 [22] 0 bAh, ZE4HARE 205 425 S5l O AW I 72, 1%k
LA I 22 o 1Y AL RDRS FEANBAE PR BE 70 [23], FROKER (AL 8 2 AR A o B2 175 % NO, &
FUNO Bk =, TG sk M I B e A [24] [25] feha, — LSRR R BL, MR PR O I S A AE
HAMSLFAPURARE ST PRSI0, SEWLAR R B BB EAGTAACRE TS5, IR T ity & 22 1 i
FE[26]. fEff LI A S RE S, (OIEDIREZHTZ B E , P E N AT A8 S HCL . A, SO
TR ITANG T X T UG BoA 2 e Tl a7, T3 R i B 6 7 MURIE S FF
PEVRYT RECHE . BT Bl ik s i A TR T TR B VR IS 5K A B 3R B M 7RI — A4 e I A Pl 470
FIEL. Wb, W TAAEAOIIREA R B, T EINSR O I SCRHAYT o B IR, AR PRI O
T2 AR T 8 E AT PP RS AT ML R T T 58, DUA B R AOVR T R R A T o
3. IRERE S SRR I E

PRI A NAA A ) — Tl B AR 10 o BRI | U BRI DL S A ) Jo 2 PO e A SRR 1 2 B A%,
TR HHt 22 A MR BN U AE SN E 7 2R PR IR N S B A PRI EAT W E M E BRI, BEAT 2 At
A FAL6]. —T7, RERA UL S AR, 74 B A IR IR EE A s, T AT AL
s 35— Jithl, fEREEEOL T, SRR MR E I BIR T, 20T P B 4 A I Ath B A 2 256 i SR AL 45475 5
MR AR e A A LRI BETERET, ERERRE T, IRRAM AT LIS 58 RId e, e mT BLid
AN NO & Rl 1477 A BT RE[27] [28]. BbAh, JRIRIE AT LLRGE S R e R G ASRAG ML e i R 40 A=
R, HINE R - M RKRBRENEE, S5O LB RPN LHI[29]-[34]. R,
PREGAENAR N BRI N R 2%, 5 Bl — BRI I o

M T AR BRI . SRR BN R R K 5 R, AR RES AR 2 I IRIR, UM PRIR & B
. TR PRERINAE . SFAEPY FEERT, S MRAT IR 20 FOmHE 1 e PR IR MURE -5 Ca XIS P 2 8] FR 5% %
[35]. it & JLEE, JLBUR IR PRI FEUESE, X8 LTI ol RE iR A R SRt AT) iz B e, W7k
I3 PRER (SUA) KTt 5 0 MUVE BN 2 TBAFAE DR B . IR O A B A L AR RS O
LR B SRR T ISR R AR [36] 45

4. EERERIAE S 1814 FiR M OB R MR ERR

TEAS P R o 75 1 2 A AN R R v, 18 e L5 e M s R B s Jok o S 0 1 P2 S35 10 v JRBR L
i DR HL PR TR AR 2 5 M X S 1) R A R RS o 18 1 L 2 1P i 9267 19 8 A 38 MO AN AN R PR T A, 3
WA GRS, AAROERAEH RO L PR AR R R B E Rt ir e —, CAAE
BH, PRIEGAN R B/ ULITF AR P AT 1 14 BE 2 14 i 9 1 190 AN I I S AR 82, o PR IR IfLAE /& COPD A
995 15 A 8 o A SR PR ST TR B 25 [37] [38] [39] [40]. [ COPD & J&, Filizh ik e J& i b B AR 45 AN /]
TG o — D0 ZR G0 [ RN 25 25 23 A it 708 BH , A i3 ik v s 1 28 285 0LV PR BR /K~ /3 T T It s ik vy s ) S 38
R RFE B BLECE IR Jo 0. R BR IR BB R AR B ik s R A 34 Lo 2,320 R R ILRE 1) KR
TS 50y fok P AL T 5 PR R I AR, s R R LSRR P s 50 Jok v P 6 3 A T IR EE 3 0 19%, X 37 v PR IR
e S Bk s R s e AR LA RA R, KAk G 2 S 8Ch O ohReti s, o
M-S E00 I ZE[41] 0 ) —BURSE BRI ZE B BTt 50 00, i R IR L 5 400 ) 2 08 1A JRURS B9 A O, R
FRAERIN 1 mgldL, KAEC JIEEMRA T LRGN 19% [42]. BRI, 1 BRI ISR Ao 18 Al s oo JFE 95 4] o A= A
RIGWA —E 0, 1550 I8 B 5B R AR A v PRI KT D0 3 38 O I D eI AL, B0 H S8 A 51
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i, o

SF P I PRI KT R 0 T 08 i e o 0 S (1012 B s R R B O A8 6] 7]
5. 7o PRI ML 54 188 44 B R 1 1L R o B A T BEAIL 1

AR, A VFZ TR T e PR IR L X [ o 5 FRE IR, (B OG- LML AT SR OG R ATS IR AT
R AFIILE R . = PRIR MUAE W] R85 2 R0 I R AR BN AT 06, s el AR, I 28 0
PRI BERRAG . IS T LR G B i e AR 3R - I KR RS <5 . AT RENLI AT -

5.1. BE

A fiti Lo A2 ph T R AR B PR BT 4%, HEITT 51 R R IR IALE - B4k, H R
A AL R i M D) e 5, (R (T 2L R AR 2 G iR, DRLE v b PR R 5 B e A R 4
TN e FESRESCAT T, Bl Loy B8 8 U ML P R AT ARV E X Sk & TP ATP (94 kid 72, 350 ADP
TCVEIE L ATP , AL A A58 A 08— BRI B » 32 T i A MR Ve A IR 20 AR (1 v 1 7 4 PR IR 19 i [43] o
BB A D= S I AR LA %, SRR BRI, S BURRRBE O, &
FS e PRI INAE o ey PR PR INUAE AT HE P PR IR 45 (ot Y B MU P B, S BUMLAS P9 B, ik — 2D B L 44
MRERE . PR, P Ao A v PR IR MU 2 (BT Bl PR A, ATt AN it

5.2. |HRH

PRI A2 FH 3 WG4 8 A Il (X O) PR AL PEERA AT oK, IR 7= AR 3% 14 45U % (reactive oxygen species, ROS).
ROS T E i AME. —FAE(NO). A &1 LS A AR Eh A5 4 . 1A — RIS R 38 1 4
Ty REREA EAAPUE AR PE[3L] [44]0 & 27K RIR T L@ 01 i i ik Ak, i i M S e g
PEREE T REPUANAER, SN BRI N . (BE TR, UAUARTE R Rp ik S5 IR s JR R
MAER P24 KB RIRIR, SIRERE T — AP, JRERPTEER 2058, SEELSTUELLH]
RARZEL, B s R AN BRI AN P T 1 % (reactive oxygen species, ROS)AE G 2, JEFR T
Bf. KEM ROS FIAE< 51k H HHIEEE AR, X 4 i il A5 455 [45] [46] -

PR FCRR, AL E S M AR o JUE G 1) R0 R e B A . SRR RO T U 2 R ik 1
SEPRAIR BAEA, COFEFE SR IOE. ARER ARG > DNABE ., 858 H G5k, 1
TR0 73- A 0ok 59 SoF Jz J5 288 [ I RO 28 S« b 4R, ROS /R — A5 A8, 5 %ok & 1L R REEH],
BEINBAMEEENE, ST AT, B 2 R K [47] [48]. 4 R ER KT T,
TR L IE [ B 0 vE PE e 1 0, 1 22 1 B A S A IE SR i 2 AR KA B T, AR B T RE
i NO, FEUNO Uk, FIHC M & TR ThREFRAR, M SRSk I3 &, 8k 7 Ml sl bk i F T B
FALRIOE 25| R N R D RERERS . L~ LN ARG FE R e . PRAS ARG A K I Iy, & S 80
MBI, R FUEE R, 76 = R MUAE 3% b, XO J M B DL A E i (ROS) AT UA Ak
(3 AT LS B0 B AL B B A BRRIIR L Sk . DNA A5, &S EURA IS O 40 i »
SXoF 1 e i 0 BP9 10 2 26 R B 7 A 7 ) s VR I [49] o
5.3. RAE

PRGBS 0 0T 40 R A3 R G NSRS 60028 2248 [29] [30]. FRIR T LA I A5 4 PO B T 22 ML 43 1
AFE MCP-1. C B 2 AT A A 5 6 [50] [51]. MCP-1 AT LA 571 i 2 A% 20 B 1) P 3 400 1 SR S ANt
Wi N R A I T L SR T RE SO o X — 20 S B F4HMA 7, WA R -8 AR R SE N -
R, [ 3% 5 iR AT AR AR K R e R - A K R B R 3R A, JERAI 35 JE IO B S M
SN M D fe R AL SR T AN . e sea R T, RS IR BRI AE S IL-18 [
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i, Wa

A —iEEOE T NALP3 RUE/MA, 25 RORE B TE[52] BRI, PRIRIF T AR 28 4 P 07 A A
76 i O IE7% (Pulmonary heart disease, PHD) & A& [ ML 55 4 o A 4% VR Y, i H. 5 i3 ik s i 25 )
FHR . RARE FHON A2, FRIER 51 RS /MR SRR AURG B, AT S8 17 it o 657 AL A% 782 s i) RS
FEUM I BR 73 0, INE PH [53]. LT 25 Wi PREZ 7K T2 38 5 A5 98 0 s ik — A5 o Mgt 2 o JUE
AT BT o

5.4. IME MK IgErRERMTEA HAiEE

P SR O EH T S P A, I I WS 4, NO B = AR BORE TS b, AT 5 50l L I
Fast, ISP ULAR MG A A R RE R OV P LT S Ak o o R B I 2 0 B I8 2 43, 389 i 230 ik
FE AR SEATIORF R, mREKF U I N R DhRe, FEREE D> NO =4, 4
) ML PR I ) A8 SRR 3 I A~ i UL P 8 25 S WL [28] [54] - HEARIE, vV 2 (1 PRI WT 55 NO FRIRETIL
HM eNOS IR, AT 7 LA A R 40 AN Hopt o e 4B i) ROS P24 #5E A1 (1L-6 A TNF-0)
(531 LA B B B 73 T (ICAM-1 AT VCAM-L) 3R, AT 5 800005 P9 B 4R i sz 45, s Az 4 i b B
-1 (MCP-1). /MR AT A AR K PR TS5 A IR R AR DR 7 I SR R R, R 3 1f 357 ~F JULA B 4 £ [55] [56]
[57]. JEERIBRFURIL T —FFHLA],  m R KT mTE N RIS N AR B & - SRR RRSR
(RAS), FECAALNIEAN N R ThREFEG . Hdid, FREZTEEE g %kE 1. COX-2. W ER-1. 1l
ANBRAT A AR K DR R ROS P77 28, s A [7) 110 38 B (CBL 5 40 PR A M 5 T8 45 B 1 BRI (Erk) A1 p38 I8 I 1%
F R F--xB I c-jun/AP-1 B EK), UL~ LA B 2R [32] .

55. MEEW

FEAS P R P O 75 1 R A AR R R v, i /5 B 9 AN T B A 11, I 3 — 25 3 B I B 7 1)
TR INAN A o v o i O SR R IR R R S VAR T B AR i o A R G B L A RS
[58]. BbAh, AN JORE S M 2 5. DIERFFCR I, 1 PR IR I E ] GELE A S M RA M5
0 0L A S A R L L TR R AR o SIEB 1 v R R MURE B T A B, I PR R 7K T 5 3 s A 1
MR O, FARRAE R M55 P BESE R . P05 L0 B 189 G R A s e 72 [59] [60]. R, o PR LSRR 7E 18 14
I 50 o MU 5 3 ML B TR LA A G E R A
5.6. Bk - MERIKRAGRIHE

FRT IR AR, PRER TS T & - M B9k R RGL[32]. 7EmIRERMAE &35, PRIER 2338 in B A 0
AP AN R IR E A EE 2 (COX2)MERIZE, 1%BEC A IEH S EUMAR R/~ [59] [61]. tb4h, JREZE
A DARE AR P R IR, RIS IR I L T LA P A R AR E 1, DR N ATL 524k RIE
[50] [62] [63] - 4RI & 71% , FRER % BRI (385 -t 2 e b oo IO 13 T 44 200 P A0 I 5513 VLA B PN B 3R -1 3R,
DA K% I 375 TS 1 7K P Fr 48 i [64] [65] [66]. B e L, iXU6/EF Al A 2 s SR & W s, S8
OO B IIEIA R D) F i, ek B3 5 BRI A /0o 32 BOBUR JROK B 7= A — 28 52

6. BEMRE

FSOR AL IR SRR W], e PR IR ILAE 55 e S R i A8 P il 2o FFE S PRIt FR AT OG- e R TR LA 5
SOME ISP YR A O I A AE AR IR R 2 — o IR R W] B 1 T SRR S A R, RAESOBE, TR
M AE P9 B D RERRAG . AT LA M M 58, o A8 =2, LRGBS B R - I K5k RG],
FEBAG A Pl ko HFE R PR R A A Ji o (L PR R LRI I U AN SE 4, R S e BT R R gt — 2D sk
Sk AR e . PRI, 0 e PRI MR N BEAT RV AL R (i RS B, R AT 000 R S 2 o Pl 2o R
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