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Abstract

Metabolic dysfunction-associated fatty liver disease (MAFLD) is a common chronic liver disease,
but patients with MAFLD are more likely to die from cardiovascular disease (CVD) rather than liv-
er disease itself. Pathophysiological studies have shown that there are potential mechanisms as-
sociated with CVD in MAFLD, including systemic inflammation, oxidative stress, insulin resistance,
glucose and lipid metabolism, the Renin-angiotensin system(RAAS) and sympathetic nervous sys-
tem(SNS), the gut microbiota, and genetics. These factors contribute to the development of CVD
events. This review aims to analyze the relationship between MAFLD and CVD and discuss the po-
tential pathophysiological mechanisms that connect the two conditions.
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1. 5|8

JE T K5 14 I8 I BT 99 (non-alcoholic fatty liver disease, NAFLD)# & ¥idr %4~ MAFLD, K% 99%H]
NAFLD £ # 54 NAFLD 2WiksifE, ArLAIA NAFLD () 3CHRk R AHE - MAFLD, #i#0 ki 1
P TRE T 52 BB i s = R I E AR 5 R F D — Rl BEAR U R R 1] [2].
W92 W, MAFLD bt NFALD BRI CVD [3] [4]. NREGIREL, A 0K H MAFLD 3T IR .

MAFLD J&— RFIM ARG, FRFEnras, MERAivh Mg . AR Dh BB AS 1 i M I 28 (metabolic
dysfunction-associated steatohepatitis, MASH), & FEFE{L. FFAIM0E[S]; &2 th A YEE P & L
JEWEZE, B S22 AT R B, 78 2005 SREE BUR RS, MAFLD (FUEWZEA 26%, 1M 2016
SEN MR R I, MAFLD FIEIE N 38%, seiE kit B4 =42 —KIAN[6]; MASH 45
TP AR Ry, 0 W e A R BRI R T R, A o R E KRR S 7). 5
MAFLD A3 () 22 Rt [ 0o IR A 8 16 56 R 25 A0 MAFLD g I 2F 4 AL /A ARSI T CVD HXUK[8] [9]
1M H CVD & MAFLD 3 FEEFET- R [10] [11], Bk 2 FiEHE R, MAFLD s S8 CVD KA
/BRI — AR 2K, GO )13 (heart failure, HF). o0 IR 3 ik s B A 4k V4 00 7 (coronary heart disease,
CHD)ALCME I HZE[12] [13] [14] [15]. BAIEHRRM, 25%Z 40%) MAFLD &E# EH CVD, FHAE
MAFLD i AHt, CVD AHIGHET: o Lol sy T A GO0 T X B R BRI 7 557 CVD 7E MAFLD &
HRRE 6], BOIWFARRN, JUHZE MAFLD F2% M FFIE 48 5 A 2T 4E4k DA i it S 800 FFRE 1k 2
CVD KI At E R i BN &, IR TT 20 1T A8 50 B 3% L8 Co AR s (1 R 2E[17]. RS HE
JFF HEAIE 0 001 22 AR 5T &, MAFLD BB A & CVD FvE 2 HA A R AL kN =, (=
MAFLD R #5124 CVD. B FR o AL S8 F 7000 3 22 H Aw

2. FRIBHTEE

MAFLD 1 CVD # 2R S 1E B IS B AR I, CVD Al MAFLD @i £ Fhps 3 AE AL HIAH
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FKHE[18]. WAENLHIEE e 545 K. BALN L. IR, FEIEACHT. RAAS A1 SNS. #i4% DL A i 1t Ak o it
P

2.1. RIE

AR 2 S T A — FPICBIRAS, AR, 2 BB FRJ%(T2DM). CVD Al MAFLD &AL (1) 55
RSy o T B T A0 7 2H 23 S AN TR) X el 4 28 Bk 5l DA 3R (R B SR U, L Un fIBg SR B8 (K1 (TNF-a)
IR -6 (IL-6)« C MR FA%5[19] [20]; MAFLD B G KAEN TR In[18] [21], #m.C L
RE AR iR LD P ERIE . AT 4R 4 M 3 B A 4R B RO, S ECO R T RERRAS A A O = AR [22].
tban, FHmif) TNF-a o] DL i EAY B (ROS) I & 742, ROS MIBGNFEAE 17C W40 1 — AL A 2R
YRR, SREMHEOEE G E9%S, FECONARIERMN[23] [24]. A, ROS AT I8 i AH 58 B
T 0 O I B B AH DG [RI[25] [26]. TNF-a fl IL-6 K34 S8 4UMi0n, R0a, 2840 ik R
A 2-33 (IL-33), 1% IL-33 AT LAMERE O IEIR 2R 440 [27] [28]. 1 H., 48 98 4 A R 1~ A 4Re e 7= AR 3
BT A A R FORE B 2T 3RA , XN T AR S K R AR P URS: AN T 5 R L O UL PR R A [29]
WHFR I, RIS 5 4 MR T4 F 0036 7 o) S IR 7 A8 v B IE A SE AN AR 4E40[30] [31]. il
IR I 2 15 PR S 8 45 32 ] MAFLD B3 116 3R 4% 5 CVD AHE

2.2. SN

A LR B A BAE AR LR A AETE N B & Ao i AR B OSBRI A 2R G AR T 3 B b
PRIhRERERS, MM 20 ROS A= it 2 FI4i g 4745 ; ROS (i & /= A fid 1 4 i fsafubi i, S84
RGFF 45, JER2m 4 D e A A AR RE T, X WA AR A EUL RI(32] [33]. HAZ MR, Anisas 1 it
Ji[34] MAFLD [35]. 1205 25 M I 2 FORE VIR0 08 M FF 300 I G B B IR 3R, X P A e 2%
2 FEUFEA . AL N ] B 15 5 A R D) e AT 3 BRSO S RE, g I3 A LN AR A I
B, MR E MAFLD 3% 1 CVD & JE[18] [36].

23. RERERN

JHE R 40 2B 2R i B LR IR T 2HL 20 Wi, 25 IR IO B . IR — 7 g n s b, 51K %
PRI, SR EE S, FF 7T Ae il I BE 2 P 2 KBt RERE AL (R IBERNMIE 28 RE A I3 B0 B2 2 BE R A (371
D7 THUINIE 1 58 RN 107 A2 AN S 28, Rk T AR R RO AR 2R, AN ik — 28 S SUFF IR IR 5 242 4 AT IR
(AL, SZHR IR 5 3 ey RS AR B 3 300 T W SO B AL 2 P2 M) (AGEs) (13 B2 77 42 [38]: AGEs 5%
SR B2 AR 2 IO R I A 2H 23 ) 22 28 R i AL B R (MAPK) R IR 52 4k B 1 20 IR B 1 VR (Janus
Bl E 51T, (RO A D E R IR I RERRNG s HhAh, TR B0 1 ZRRiAAont O f o g 7 R 114 46 X
Al gk, OB P E S DS SR p LIS R - 1o/ AMP B0 (1 8 USRS 5% 10 S B kiR Th
RERRRS, JFI5FIGMHEAROS) =4, TRAETE T ONELF 4E LRI ET 5K DhRE FfS[39].

2.4. PEREAIn

MAFLD [fil fig 57 S AYRGAE 2 KT 16 H 9 = B FIAR G 25 % B 2R (1 (VLDL) SR B IR B 1, LA SR
(1 2% P e R IR B, 5 S BB BKOR AR AR AR [40] . Sk FEREALTR 5 ik FE IR 5L 11 B (APOB) A X5
NI B R IR E B R, MAFLD G835 5 R0 3k 3 n A 7= A= Al v 3 B e 2 1 DL ] e 1 o 2 o 7
i APOB [41]. AWFRKI, LIEHIESLH MAFLD B3 T R LT 5 55 143 B0 B8 M 0 32 (HFpEF) A 5% 1)
MEAE =40, 2 Ml FARH =K 190 st mT g & 1% 4% HFpEF #1 NAFLD ) # 2242 [42] .
AR, 2RI R SR A R A TR EZRYR, FONTE N, AT 2 RGN b2 8
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i 2000 73 5% 3000 73 1) VAR, i il 21 ZABR K BT R AR (1077 A A SRR A [43] [44]0 ARATA1Z
SRR U VR IR0, T BROMIRIID (K%, 25 S EIE T, JEITA T 5 MAFLD 4
BYIXR: MAFLD @ 5KV B E T, A FK TR, MAFLD () SR, A
IR T th 22 SEOL BEIE AN 3 Fe D) BB [45] HE R AR S 278 S804 B 0, TR IR A1 CVD,
FAT Rk T3 MAFLD % 4L[46] [47]

2.5. RAAS. SNS

JH I R ML A SR 5K 3R 1T (Angll)ZK-F T 5 U 55 7K R A% # (A CE)2/Ang-(1-7)/Mas 24241, LLACE
FERERE p AL RIEM TS SIHFNE ROS &4 MRRAURMARE: Bbah, AR50 3 6L A E
ACE/Angll/Ang 11 1 BISZR(AT IR)I AR B0 A1) LS B ek FEE 1 354 0 36 sk Joivity P B2 R 40 B 2 o ) -2
#4e46[48]. HH, ACE/AngIl/ATIR RN A Ca2 /K°F, FEi@EL LAULIIEH K G B A G/l 1 #uS g
WURE(E 5, MR MAPK. Janus FE/AS 5 7% 57 U S B0E K 7 B & PKC/NF-xB {5 515 5:[49];
X B3 5 3 B R S R T e-Jun. c-Fos A Elk1 32— {3k 00 I 5 38 50]

FREER) SNS WE B I RIEOS et G B A D) BRARFR IR p-'8 IR 2 Be 2 AR MBSOk 5 S O I 2
WG SNS 5335 G 2 41 M IR T RO S0 SN, TR BE O I T 4840 [51]. — TR | The Cooperative
Health Research in South Tyrol (CHRIS)-NAFLD substudy FI#F 75 (E#E 356 MMIESE T, T2 BAA1E
T2DM A A O A XU R 36, MAFLD (8 7512 W) 5 0 I A8 T 42/ B A8 A 22 T 41 52 40 [R] PR B ZH 56
Bc[52]. PALUFHEZREH, RAAS 1 SNS HHuE < FER RN, HE5OIEEBEA K.

2.6. BEZDH

— 5 MAFLD oG 3L itfE 28T Re A BT CVD K fE. Eill, PGC-lalpha Gly482Ser £ 7
PERT R iE I 1 T bR D Re A AR R AR L TR AR A T 5 50 MAFLD, AR s g in 1 25 i) &
BARH TS 50 Z M R[53]. miR-21 8340 fig 7 A= BRI /> VLDL 73 ih ki S AR RE AR SR, Jfiaid
)t S8 A A T 38 B TR 1) 2 A -0 SRSV FUE A RE RN AR 4 A T A2 3 MAFLD R e [54]: dl i 4]
Sprouty-1 F Sprouty-2, [ if MAPK 15 5165, SEIN7EH miR-21 /KA B T 0IEEB[55]. A5 EIRH,
MAFLD 1 CHD " BfF7EVF £ it N R ILE[56]. BIHRC AL, mTFohZ) 23R R EREE, Xt
NAFLD H1 CVD Z [A] 9% Z i d /R BEA LA (MR) B 7T 1 BE 32 B PR #E— T MR BIF 70 b it o 5 WL g2 34,
TEFERR 75 VLDL 730 W29 R sHE R 7 f5, 8% Wil MAFLD 5 CHD X [AMFA/EF A /7 1 Ek
[57]o 4R, IXIUEFF5Z2 3] NAFLD S MR R EA B D (n = 12)MBRE], SR, Bz FEp 5
B4R DG, AnTREEATIE MR 24T, AT EERE NAFLD F1 CHD - [H] 5% £ E(BA K IR IR
B 458 . 11 H 2 AN A% 2 B PEIE K7 (PNPLA3 rs738409-1148M F1 TM6SF2 rss58542926-¢167k)
A AEC NAFLD 5 CHD SR 2 [A] (1) GRS o RV 1K P ik (R U538 I T NAFLD £ & A B ™ 5 i
P S0 (160 JRUIG (L3 79 i PRI 7R 0 FAAEG 1 I %% VILDIL W%, T fE IS T NAFLD 5 CHD K2
(AL FRAH RV 11]e £E 53— MR AT, iZWF SO SCRF 7 NAFLD X Sl KA R R0, SRTT, 1% 5%
#H RPLNAFLD 5 HF. CHD AUT A A X B PR 5 56 & [ 58]

2.7. MEER

MAFLD 5 7B 41 1% Th g8 e ig A E M ART A ARSI A8 6 22 [22] [59]. FaiE 4N B Th Re RS ANAR U P2 4
U] B BT SRR AH 9 2 AR AR P 2R, BINORY 5 e 3 P RN S A R R B B 1, SRR S
AR 2 AE . IR FUAERE, et MAFLD FI3EREF CVD R JE[60] [61]. Flan, = F %X izid s
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PERIIEINBES E NI RS, EIEH RS, =WIEH S A 8 &= 1 Sl 3 A 8 = iz N-E 4
(TMAO), TMAO & U LZH il FR ¥ TGFA1/Smad2 F1 p65 NF-xB {5 5@, (20 FE ¥, 1t4h, TMAO
38 3 52 o JUL 2 L P 2 R A4 T BE RN 2 P A A SR AR 3RO U EE R, O IE O 4 P9 Rz 4 i e 1
Sirtuin3-SOD2-mtROS 15 5% 3K 1% F ML N B Hifn[62]. thah, WMiEmAYRu = Yis 2 5 b 200E38
S TENE IR RGurh = AL 2 R 280, AT S8 00 2 Jhk 58 B A A4 B G AR GO IE E 9B 1) XUR: [22] - AN RS T
MAFLD f 7B B RE R EERZ M CVD )R A4 K JE[63]. Loomba 25 N\ A2 AH i A M4 A48 1 7 FE R AH AR i 4G
W NAFLD MBI AEACHR AL 1A BRI IESE s ]2 R B AN AS T AT B8 (80 EAT s on o 3 9 7 4 1 4
S IR T, R I8 I 1Y 0 1T R AN 2R (9 6 22 BEVR B 34 B/ IFE T 98 R [ 645 3E 1T mT BE 2 iE CVD
R o

3. B4

R AR 2 [FIEHE R ], MAFLD W] §EJ2& O B S 3 CVD [ CBERBN R & . SR, 1% i 7E Ik
AREERBT NN EN . S5 7N, MAFLD 5.0 0F ¥ 2 813 &K EE 24 HLHE], A1
HAEH EEMLEE Rl i i H, VEZ A SRIG R 7 SCHFE CVD RIS N5 MAFLD 2 IEMISE, T+
JHTEAS RAE AT B, 3 A DG P PE K N AN B . R, 7 AR SR FRIBIE 72 rp 75 22— 25 R R MAFLD
5 CVD ZHHIF R KR,

E&WE

AT H 5% 5 R ER R R S B 2 I e e R I PR 7 0 A PR T 3t AR H i B R A Rh i
LR

SE
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