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Abstract

Previous studies have found a strong relationship between serum urate and cardiovascular dis-
ease and its risk factors. In recent years, serum urate levels have been found to be positively cor-
related with the development of aortic aneurysm, and scholars have found that there is an over-
lapping part between the pathological process involved in serum urate and the pathogenesis of
aortic aneurysm. This paper synthesizes the current research status, aims to explore the relation-
ship between serum urate and aortic aneurysm, and tries to explore the intermediate mechanisms
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that mediate the involvement of serum urate in the development of aortic aneurysm. Ultimately,
we conclude that serum urate is a risk factor for aortic aneurysm and that the pathologic mechan-
ism by which serum urate contributes to the development of aortic aneurysm is likely to be me-
diated through high-density lipoprotein cholesterol.
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1. &

][l

BEAEHIF 98 & PR % (Uric acid, UA) 5.0 L9597 (Cardiovascular disease, CVD) K I /e [ Rl 5 55 2 %5 1),
BS5 7R AKEE R TR . PR URESE . O JIBENE . O B BRSNS O MU R I R A R R, HL
il 2 B T AN RO R N R T R - M RRRRASE, FEE5mE. meE. migs.o
LA 9595 1) fes S R 36 DDA DG [1] o £E E BNk, T3 k& (Aortic aneurysm) R s BUE 2 i 24 AT
Foe LR, T R B B R R ML R S HTE 2, LT PRI AP R R IS E B kR 1 K
ARERIEMG, HEERIEMERRR. MIERRSBCENNIRE KL R R BRI AR, H5%
MTRIIKIRZ: 5 i B 12 5 32 B KR i) A WL A AE B B 870, A RE JORE SR« AR 3R AL 55
R BERFRIR S F BB R, IHREIRAN T MIERIRS 5 330w & A KRR E LS .

2. I7ERERS LI E &
2.1. MERERRYS AL AX 5

PRI e NAR PR VR4 A EF R 73 AU PR R 6 7, N A PR MR WA A T 2 T A R e (R TR AT A 5 P P A T TR
M, 3RS R R B AT AE ) R AR (R R ) R R AR A . AR BERRERRY By, A ERE MR T
— 1R 1 1 (Adenosine monophosphate, AMP)H1— 2 % # (Guanosine monophosphate, GMP), £ Ex &A1)
BERREE 53 J5 43l P2 A B A S8, BRERT S B B AR, 23 0 AR IR AT NS, L R IS
e o B M it S B S A T A 3k — 20 TR R NS, S R A A [ 1) Bl A it — B SR AT R R [2] . )
70%F) R B M, o4y 3000081 B i it [3], R4 B MEHEMSRE R, JUTFFTE M RBRARE & /I
BRAREDE, Horbgid ) 90%~95% ) bR R E A i /N b BTG, A TR 5%~10% ) PR M A s 2% HE
[4]o PRER ™A 34 A0 B kA Ao S v R R ILE 1) 3 2 SR R [5]

2.2. IERERS LINERFBIIXER

I35 JRERKF 5 O MUV B KGR R R R RS, BMEM SR TR Y], MiEKRAKTS 2 A5
PRI~ TEARBH B REREAG IR Co I o0 I3 L 0o b3 BBl A i rh XU KU AR 9% [1], ) 8 98 30 e
TR SRR R BEAT T I0AUE . F A T 035 PR R AE O LA 00 vh s ) 0 A e, — B0 2 A L
AR DIESIRNERRER, 25 T OIERMRIKERRE, 57— WO R A 20 & K
Tw B AR A AR EI[6] o PRIR AT 0o IS 008 FRI LA 3 A0 45155 5 S AL ORI JORE S LS 0 R
- MERKR ARG SN IR EE[7]. i IRIR ARSI 92 RN 2 23 b e 2 R T i A AR, 31X
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AT HEA2 TG S A B ko PR A Ak R AR 1) SR AR ) B LR 3K 2 — 6]

KEWFLRY, M35 RER K & 5 O MU 200 A0 AR T 26 B I 25 A 9% . 2016 4F — T
& 12 A AP (457,915 44 5200 ) B R Gt [N 2525 2 AT R B, I35 PRER 7KV T4 i 72 e IR B0 kR A A A P 0
S5 R R RN AE TR (P ARG R 285 3 ORI i — T 4 [ 4 1 22 R oo A BURIF ST 3R B, I3 PR BR AN (S /0o LA
FEAIC J 3 M S G R 2, 3 20 IV P i A DG SR T 28 R ST SE R R 2R [8]: 1 IR IR ME IS N N S
B e PR BRI 21 O 5 BB 1) i A 28 DA R o XL R i BB 3 R A 0 S BBl 1R XU A 2 [9] o
3. IjEFRERS EEhRKkIE
3.1. EFhEKIE

AR EEARE RSN Ea kI E . EIMGEREREIL . EkGE R . ARk R SE[10], HA
CLE B KIR & E sk 2 B A, FET KR By, BRI M RTS8 E SR 218 R 3l R sy
Tk RFIEW BN 50% [11], KT Esh Bk REREAL 0 55 — K% WA Esh ks, AR P52 H AL AT A
SR EBEKR . ISR A SRR [12]. TSN B E B AN RIS, RO EATA AR T B
Tkl T T BT [13]. B RTIEEA K KT AR TT E SR A Y, SVRFEAR R A
WHIT A BB AR J7E[10], (EVR B R EK. Rlt, AR AR B 32 s kR 2 O B L,

3.2. MiEREESERBBRIXER

WHFLR A, M35 RER/KT5 E 3 bR 0 R AR R R B YIAR G . Bt ,  — Tt S ie iod vy A5 R € iyl
B AR A MR R )RR BB, RIRER SR IN,  [F) R I 3 B kR S IR PR R K STt 3
Bi; 2023 4 Wang 45535 % 107 4 3= 2 ks B 0T T — TRl i s 72, B 78 A e PR IR AR A5 i 3= 5
kI8 P F5 5 JXUBS: 36 I [ 1415 2020 4EF— 0% 474,725 445238 HEAT 1N 3.8 SERIALIX BABIRTF 70 KB, w0
PRIR HLSE AT B8 A2 = 3 K 5] S A0 T 1) S B XU X 3R [15] 5 B PR IR 24 40 0] T Tty Ay o 2 sl ikoss i 32 3
Jik % 2 [16].

HAT, JRER S 503 3h ks XU I I HLH W7 4. 2011 4F Ali M 252235 R IR BR 2 T+ E s ik 7k
R AR AR B, VOIS R RS BRI RE 115 Bk Tk B HOE, THE i iE R R
R PE AT Re A2 T B kR B s B RE D TH S R RN [17], 1X HE 7 1 IS R IR 5 32 B ks & AE kSl 72
AL S ) 2 D) SR B . 2023 4F Jen-Chun %5 2535 Rk B i JR R ITUAE S8 ot JR BR 5 3 1R - L/ 40 M M5 5 1 1 Jk iy
1L <5 2R -9 A5 I B D0 R IR T SR T [ 14], X8R 1 R KF T e S BUE S B o T B
Horh— ke Bm i

3.3. IEREESSERBKERE % RETHLE

OR R 2 I 70 R DR IR 5 O MBI A S e IR BR A7 AE SR IBG,  IX LSS [y R R R AL 5 32 sl ikoed 2 S AH
K[18]. IRERIFAREN T, B2 5 7 EMNEEEERE, & nf MEA— P 0], R0 1 =4
[19], V&M AEAE VR 1 5L 5 4 8 B AN S I~ 0 LB M 0 T ol SG B E FH [20] . b4, JRIRBES 3 R
i SNE[21], AR HE3E T 4@ 2 1 i (Matrix metalloproteinase, MMP) (#7724, JEJ5i 4 & 1 (A il £ S 30 i 2R
EURBRY, (2t ARG — 0 546 [22], S BN B DhRe bt [2314L 2 3 AKBE R BIIR[24]. S5 HIF 7 K I
PRIZAE 5 A 7 8 % VIR OC, 32 S0 HE i AR A 8 A pE AR e . S PRI R B S 1 o = s
(Triglyceride, TG). /i JH [ (Total cholesterol, TC)FI{I% % % i & 11 AH [ (Low-density lipoprotein choles-
terol, LDL-C) &£ IE A%, 5 % & i 2 11 JIEL[# % (High-density lipoprotein cholesterol, HDL-C) & %145 [25];
UEAh, FRERIE W] UL P S R S, AR & 3 AU, PR AR F) 35 RN A6 [26] -

DOI: 10.12677/acm.2024.1451470 623 I IR = =23t e


https://doi.org/10.12677/acm.2024.1451470

A, THEh

A 5 B3 B TR ) AL 32 B HE AR A S AR 2R LSS, 0 — S5 T iE ek
BB . B—, SIS E T RN ERE. gL A YEE(Myeloperoxidase, MPO) A1
Tk fla — P4 BALRZ HF R A 82 (Nicotinamide adenine dinucleotide phosphate, NADPH)4 AV Bl (H A4 it k.27 Js b H
TSR PR AR, DA KB A 5 AL g (Superoxide dismutase, SOD) At 451k & i (Catalase, CAT)ZEHi%A
BRI VE A, R AT R S BT SR LU [27], #E— B SBESIE . 5 =, 5RAEMH R4 7
R OO IR R T AN SR s B (R T 1 4 32 24 /N K2 L Z (Interleukin, IL) X5 YRR BE IR -1
(Tumor necrosis factor, TNF). #E7% il 4[5 -1-(Colony-stimulating factor, CSF)Z %, #b 15k, A KK
F-(Growth factor, GF) Z % F1-F-#t % (Interferon, IFN) X% [28], UbAh, &G V12 5 98 5 ) SLAH G 1) HAb FE br -
ARV 2 5 E B OB A S R 7, @l IL-18. 1L-2. IL-3. IL-6. IL-12. IL-15. IL-18. i
YR - I 4 B 4R V% ) B 8] T (Granulocyte-macrophage colony-stimulating factor, GM-CSF). R ¥R 31 [X 1
-o. (Tumor necrosis factor-alpha, TNF-a) B4 M1k 25 [1-1 (Monocyte chemotactic protein-1, MCP-1)#1 C
S I [ (C-reactive protein, CRP)#E & ILAE IS = Bl ks i AR W FH &, T IL-4. IL-5 A 1L-10 F#MEK[29].
=, AR AL SRR I 5 — REZ W AOmLH, T Z ARG AR PR & AL[30]. BFF K
I, R PRI 5 1 3 0 ke A e J2 1 A AR O e AR DR [31], A3 IR IfL B (Fasting blood glucose, FBG)5 i 32 3
iR ) B A% 5 R < [32] . KEAK I ZT 2K (4 (Glycated hemoglobin Alc, HbALc)-5 15 = 3 ik &g it A 4 i 2
AHR[33]s MLIEH I = Fe . SRR 12 B e A 1 E [ /K P 5 20 S O 19 A2k F 2R ARG, T v 2
J5 A 2 1 RE T 2 B R O [34] o DY, —seH AR bR B 5 SR OC R BT, 75T S0 kR Kk 2B R e it
TR, IR 4 8 B B SRR IR BN, 12 17 5 5040 o0 25 o [ A 1 ik, 48] 40 B S0 kR HH ) MIMP-2,
MMP-3. MMP-9. MMP-12 I MMP-14, Jij 33l jbkJ& 1 i) MMP-2 1 MMP-9 [35], 1X4ei R 12
B2 G5 AL T I RS R, 22 25510 B 1 (Mitogen-activated protein kinase, MAPK)If
TGF-B 5 [36] 0 LA W70 AN 22375 14 T A i 3= ik g A 3 3 kored O T 7o

Zr LRk, RRZ S5Wm RS R R R FE RS, P IRAT TS IAE L3R B o
RER I SRR P E E SRR A R 2R
4. SEEREERAEEREREN EHFELELRPHER
41 =EEEEANESRENK S

EEEREAR AN EEREA L —, R &5 I 6 57 2 R B R R
wH, MR AR AR [37]. % B R 2 e AN 4 b, TFERE 2 WA P v % FE IR B 1 2 o5
I v R G A 1 70%~80%, 2 MLVRAE 24 o e 5 BE IR 2 T i) R 2R UE . BUIREE 1 AL =& % B2
RREE AR R FEEE M BT 1, o e % B T B 1 7 30 G R L3 T (O AE B [37 ] v 6 B i 2 1 o A L 5 i
o AR A i B (R R BARE A AL A, REEREANIERIZIES MR, 75
PIAR AT R IR 7 R B HH 2 [ B LR AR AM[37], SRR 1 AL FEZEAE AN ik o0 i, b 2/3 ZERFAE - 20
fige, 13 1E'E W 73 f#[38].

42. BREEEOIER) SO NEER

FOE N AL T B0 IS R KB R e BB AR, 3o (R A7 A0 L[] 1 2 43 35 e IR Bl Jhk P9 B A E AR
FEGRAARZS, AT B 58 S W R — A, B & S s ik s2 FRANPE BB [39] . et 85 P I B 1 RS
e BE 5 K4 JIEL [T e A A/ ) AL 008 1) e S [T I (40T, PRI B 2 E R0 AR o ML AP R DR AP R 3R e B P R R
BN = SRR REL, 2 B M BN RN [41]. B 1 IS fH R4, i g
AR H AR AR, SRR ST IS SR BU AR [42]. =% B IR A
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I LI o 3 R 14 P9 R T L A ) 50 AR e 2 240 L P P AR 10 1 30 Jk 46 A 8 A ) 3 P
[R]85 3 I R 1 R0 B2 A T DA S 3 1 B e A e D e A S AR MO B [39] - W FER B, e s EE i B 1 KT
SR A A TT SR R R, AR POl B8, R AR ESE43]. N 7T ENE, fEIRAK
AT P AL v R R R I P AR SR AR R B AR B KT, S S B A 2 T T
SE (e o PSR 1 OB T 5 R 441, 4% v s PS8 IR A 1 OB T /K~ T L B e v o P I B 7 A L B AT
IR I RE[45], L MU SR (O IUBESE . ik 26 ) ST HL A 0 I R 1+ [46], (H R
J3E I A 1 LT T 75 e 2 T S o v 2 PEE T 2 1 O ZE BT BE H AT R E 1R

4.3. MEREESSHEREEDBEE

o7 ML/ PR R 7K T R0 I 375 v %5 T i i 0 L ] 27T 22 [ 5K R I SO AR SRTEREAT = 2013 AR — T/ Y
WEFRIN, I FH S B (o MR A S AL B R 1) 700, — 3R i IR ER MURE A 25 4) 3 AN A i, LIS v 26 B
JIE B P JE [ e KPS T R [47]: 2014 AR (9 —T50N 36 [ e NI S8 A, LIRS /e % FE I 2 1 R [T K
- 5 13 PRIR KT 5 8 3 S OC[48]: — TRt 2015~2018 4F o [ ALK 1 BB BT 78 thiEse 1 ik sh
w[26]; 2019 AFXF b B s A [ml A 43 81 [25] BA A 2022 45 B BR A HF BB 90 95 21 1 AL
Z510[49]: 2023 AFM—IEFUR I, TE 2 BB PR SR NAE R, s BRI L R8T AL v 2 s 2 iR
(] P 7K P BR SRR T TG e R R ILE FR 5 [50]s B S, — T /R BRI FE R BH, I35 IR /K P 5 i %5 T
B A E KO B2 1 S R SRS R[51], XN 2 IR R oG R PR TR . 8 LRTR, i R R
KV AT e v R G e IR [ KPP R R DG &, BRI RATT T AR BRI, o PR HLRE A0 s 2% 32 i
R B E B KT B AL T RE R

I L7 R T8 52 T 1y 25 52 1 2 10 DL 2 R K S AR WL oK B . 2006 4 — T 9 J L AR B T REAE
AR A RN AR PRE FR 470 EE L €0, JF FL2 I8 T JRER KPS B . R eI IR T &, JRIR
AR N AR ThRE, D S BRWLRGAE, FF B I i B D PR K S, AT AR AR
WEAL[S2]. S — P TE MM T RS AT 4EGH M AR KR F-20 A0, RREF AR A KR F-21 2
— AR, ARSI i R LA PR REVE FI[53], 72 2 BUME IR B0 TR A, B2 AT AR 4N i
AR =21 AR A6 e i i /KPR g o 1 1L v v 2 g A 1 PR R Y KR [B4] . B
VT, DAERZH AT 44 i AR KPR T--20 YBR[ miR-149-5p i & ILAE 1 bR IR I ) SR 4 e v (2% B3 551,
SBURTRS T 00 H M =B AR, 1 (B 75 PR IR 52 1 1L 775 v %5 T i 2 1 O] 2 P /K SF ) mT REATLAR . T
KT R FUPRIR S v 2 B I o 0 AE ] e [ O R (A T e, ML v R B, R UL 5 2 58 2 0 72 an 3 )
S AR T AL o

44 SEEREEL(LEE)SEDKE

AR, KR TR I B IR 3T A i e IR B I [ i 5 Bl o 22 TRV 5 &R % D) [56] = 2010
FR—BRGELRRMZERE NN SR, LRSS R b, 15 3 3 ko 5 4L R0 I e 5 21 B I [ 9
AT H R AR T X HRZ[57]; 2013 4 Sandrine %5273 A LR 3 0 IR B85 1k A v o P I 2 1 RO L AU A Th g
SeAvt, DR e v T R R B L D R T R S 22 1 T S kR 0 R A BT S 11 [58], X (AR IR
T NRE A S EEORE R R, 2017 SRR — T /R BENUACAT TSR B, LI vy 5 IR AR R T T K
ST R 5 R S SR RS BEARRAE O, X000 3 Z B I PRRSC R R 14K 2019 41— THT 705 DLIE
LB B P 19G B PimS FZAE S A PUAK T T, 190G bt % g 2R L Tk 5 sl ik E
R IERR, 5T e LG I A KT ARG, SRR IR R B KR R 1A 9 AT REAF LR e T
B AR R B [59], T B L B KT R R, XN R Bl OB R AL B 25 M RE s T T R
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BET BT

T DG T e85 R 2 O] et il = ) e PO Lol vt oA B A = s 2 P58 1 8 1 L ] T e R LA 22 A
H, BFEPUEN . PLRAPUE AR (T e B ) &5, I ORE I 2 AE 2 15 3 B kR (95 B 2 3k 2 [60] 5
2019 4F Diego %5 2% K UG 3 sh ks B 5 ik 4L 43 K% I3 v s 4 5 AR 2R 1 I I (R e e 2k, IX
B EAGE A AL R EALE MRS, b Trp50 A1 Trp108 /& I8 85 1 AL rh 32 S AL 5 i e ) 5 (o k3 6]
2019 4£ Martin-Lopez 52+ # W 5t % 8], #AGE A AL BIVE B 2 A h ki A S0, £
A R IR TE IR = 2 R A e b SRR, R EEER B KRB SRR, R AR AR R LT M Y
R AR EN[61], XA 7R T B e O E SR R BEE . 2021 4F Jia S5 TR,
i s FEE I B P 3 3 0 o 240 P TRDRG B 437 1 R 2 BRORG B 431 1 AR IA SRR 58 98 RE 41 55 P R 4 g 2 ]
MR, RYN REEMITh R, dERR P R At fe e PE[62],  [RIE =2 BE i 2 ok Rsd i ] NF-+B
55 PR O SR I SRE AN IR 63, DRI I v P R AR KRR AR, IR R I R
T 55 5 2 Bl kR 1 K A

45 EEEREEREERETEERESEENRELERXROTIMER

LREPTE, S PRER /K5 v P I R 1 RE R kT S A OG, e a REMTR AR R B K1 5 2 3 ik
R AR SR AR, TR FRATT DI L 375 P BRI oL T et 8 B T A 1 O I A AT, 4 = s ko A
RIS A B — DI IEIZ AR, 7 B 2T A SR LT O R — PR FUEA T2 (8 [
KHo
5. R4

ARSI ML PR/ 5 s ko R A kR SR IEAE G, B IR IR 2 E 3l kR i fa e Xl &, JF H.
PRI 3 B B kR e 25 Foe (o ML A A RT RE ol vy o P T 2 1 O e S o
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