Advances in Clinical Medicine Ifi/REE% 3, 2023, 13(11), 17451-17457 Hans X3
Published Online November 2023 in Hans. https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2023.13112445

JEES MBS A AT B & O I E XS A R BIR

ﬂl‘iﬁiﬂ\‘ : EJ‘;\%‘ﬁ*, ?zﬁﬁﬁ#
BERERLR S B ERL LR A YR, iR BEAST

Wk H . 20234F10H8H: FHEM: 20234F11H3H: KA HM: 20234F11H9H

G2

JEE 4% 14 B8 B BF (Non-Alcoholic Fatty Liver Disease, NAFLD) BRI EERRE, HBINARRBILE
EAEIFFATR . NAFLDS SR, JERE. MERE . BERRERRFEUIMER, FEEFRHZOM
BERBRHERER. FAEEREOMERRREEWNAFLDEER T HNEERRA, LA XENHAHE
TNAFLDS O M BR Z BB R, K HREH 1 HNAFLD O] 6o 22t 3 kR R AL A Lo R AR
REFMSLAEREE. FHit, $#—35 T7THNAFLDS LM ERRZ BIFRRR, PLRIXFR R RIS Z
EHEEN, XEEFTE—EBRE LBEDOMERRRREENRILE.

XA

IRV AT, (O MESR, FORSIBBHREAL IR LR, PiF], BRER

Current Status of Research on
Cardiovascular Risk in Patients with
Non-Alcoholic Fatty Liver Disease

Nadire Bahati®, Yali Li#

Comprehensive Internal Four Departments, The First Affiliated Hospital of Xinjiang Medical University,
Urumaqi Xinjiang

Received: Oct. 8", 2023; accepted: Nov. 3", 2023; published: Nov. 9", 2023

Abstract

Non-alcoholic fatty liver disease (NAFLD) is a major cause of chronic liver disease and is consi-
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dered to be the hepatic manifestation of the metabolic syndrome. NAFLD is strongly associated
with insulin resistance, obesity, dyslipidemia and diabetes, which are also risk factors for cardi-
ovascular disease. Research data suggest that cardiovascular disease is currently the leading
cause of death in patients with NAFLD, so there are a large number of studies exploring the link
between NAFLD and cardiovascular disease, with many of them pointing to the possibility that
NAFLD may be an independent risk factor that promotes the development of atherosclerosis and
coronary atherosclerotic heart disease. Therefore, it is important to further understand the rela-
tionship between NAFLD and cardiovascular disease, as well as the mechanisms by which this re-
lationship occurs, which will help to reduce the incidence of cardiovascular disease and morbidity
and mortality to a certain extent.
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1. 5|8

AT RS 14 1 0 FF 2 i Bk G B LAt A R 40 (R 38 o, DA 20 B PN T 7 Ik P AR SR R 2 R AIE 1 —
P e VRO FFEAE . NAFLD W2 a5 200 2 L R AR 1) il seA5 22 B 232 A0 A 45 21 IFF IR TG 1 A2
PEIUEHE (B AR HFIS R 2 12 W1 NAFLD 14 brifErid, EiHEPWTZEE . 8. SRS AE A
JREAT A 22 4 EAE E A, H A R AP IO RIRE 1) 2) HERR S SO T RE 7 HE AR 10 4k R M R
F, WRERE. KIMHSEZAY . BSOS e R 1]. H AT NAFLD &4t 548 PR s i 5 22
T, — 06 1990 422 2019 4R K BIAH A FL 25 22 0 AT K B NAFLD 2R LN 30%, FFE
EFHERA2], XEI RN T R N S R AL P A . NAFLD B N 2RI S A i FFAE R
B, FCERERE. BE IR B AE 5 WG HEA O%[3], 1E Guo S N 5T+, i AHERI NAFLD &
TEHN 69.99%, NEREARER NAFLD S5 %N 75.27% [4]; {E Zobair £ NFIWFFEH, 2 AURE R (diabetes
mellitus type 2, T2DM) &7 1 NAFLD 43R B2 55.5% [5]; T L8 R 58t 5 00 L5090 i 5 DDA 5K
P4 O ML 6 T A BRONBEE T2 J5 R 00 7, HLAE T J 8 B 5 A BRAE T R S 32% . 7E R,
O T8 (14 03 28 AN S 26470 2 W . T o 388 i, B i 0o I 09 3 R SN HCH 2.9 12,
Ho e O B3 5 1100 735 4Eflit, & 2030 456 0o 0 BB AN BTk 2263 J5[6]. AT AT b0 A
I S FAFS A LA o L . ARG T NAFLD 5 5 /0o 22 (B AH S S RT BE AL R 72
TSR L, FCARH A/ ST HE H NAFLD 1] B8 (i 3 3/ Fik ok A A58 A R Co g i A R S B ST fes B TR 2R [ 7]
AR NAFLD #EAT 7RG A0 19236 AT e T AR et CoJi IR R 3 A% ek O 1) a3 Ji DA B e 7 O
TS o AZRIR EZ 18 NAFLD 57O I SE A GRS 1 25, NAFLD et O ARG, A OGPE TS 5 1
AT REALH] .

2. FEBMRERFSE CRNERREKRE R

ARPIEAL, 6O A G 3 S R IR 3 A B PR R e MEBERIAS R AR 2R 3% ST 4155 [8]. NAFLD
{1 5 HE e L ) 3K 6 s 6 DR 3 5 85 AN T 20 AT B R o 2 TR R AR 52 4512 NAFLD AR R R [ o 22

DOI: 10.12677/acm.2023.13112445 17452 Il R 125 23k i


https://doi.org/10.12677/acm.2023.13112445
http://creativecommons.org/licenses/by/4.0/

M - BN SE, ZEHERN

SERRIZR (9]0 2 RUBEROW S5 E FRARDT. sl H =R AR AL JEEE R 5 g R A
. ARERERTHERRAG 5¢; M T AR LE#ER S NAFLD W XRHEINA . e H il =B UG & 3 S0l ok FE A
1, B IR CoJ R XU, E Zhang 55 IR FEHT, 93.2% 9O I 05 S5 385 FROER 2 P88 IR 2 10 IE I e 7K ~F- A7
FESEH[10]o (AU e H o = PR IUAE 5 108 & 3R AT W B 32ty 2 ZROMRE PRIV - TR AR T HERR . A ARHERE
AR RS AEA S, 23 NAFLD BRI m. JERRIRANTEASE 2, S SBUME. OIFE
FALAENT IR, AT N NAFLD AUGa O A A R R A . AN R BIAETE 2B, AR IR, Bz
B3, WSS, #5E NAFLD e O (B fa R R 3R . X L8> o SRR I, M55 s &ss,
BN NAFLD A0 K A2 R IR RURS: o SR8 NAFLD A O A L8 38 [ 1) fes Br PR 3%, {HL IR 4R FiT NAFLD
BEHPERETE 0, EAFAE AR T RE- S BUS O I OL SRS R R . BRIk, AN 7 AN A PR 3R A4

3. JEEREERERTRT SR LRI R SR

H A7 1 ] A K B B FEAE R T NAFLD 5 5e Lo ARG . 7 Chia BB TTH, JEANT 817 4
NAFLD f 8%, 45558 NAFLD ™ AL 5 Wi R AR ) Bk A 2 [ A % R &k, H
HJE NAFLD & W I A7t bR 2 Bk e R Ak R A7 R BRI 2R [ 11]. 76 Pu IBFFEH, 0 #r b NAFLD 3
ML 28 7 B R 5 3L 10 £E B KRS A4 % 400 LT 95597 (A therosclerotic Cardiovascular Disease, ASCVD) XU
IR, TEHNE 398 46 [E 2 H CFFER 57.9 & B, 442%), 5 ASCVD KK < 10%[1528 %
FHEL, ASCVD AU > 10% )52 038 4775 5 7™ B (1 B M T 107 JH %8 (Non-Aleoholic Steatohepatitis, NASH)
G LT 4E4b(P < 0.05), H NASH (OR = 4.07; 95%CI: 1.40~11.88)=k M HIZF 4EL(OR = 8.11; 95%CI:
1.83~35.98)5 ASCVD & XU 7 A5 11]. #E McNally 58 NFIBEFEH, ZEGN NI 5288 451 Tl 1 A% 1
&, Fib-4>2.67 /& NAFLD A5 Ll (S fa e R % . 1E Fib-4 {HAKT 2.67 I, {EAIELAL &) Fib-4
5 NAFLD 38 1 5e O KU R EGPEAH G [12] FE—TGIN T 5,802,226 X BE K EZE S d, Ldhhr
6.5 FEHIBEVT, 2L 99,668 44 & I ASCVD. 45 5 7k, NAFLD A B2 38 il ASCVD ()X (HR = 1.45;
95%CI 1.31~1.61), H.F## NAFLD /™52 0, ASCVD (KX R0, JtH 271k B By(HR
=2.50; 95%CI 1.68~3.72) [13]. 7E—IiE N EIBFFLH, LN 1683 L TRER I B CPIYFRS, 63.3+£9.4
. 1117 455 1), fEREVT, NAFLD 4 EtbAE NAFLD 2H o H 5 i 6 e ik Bt B 3 i #52.(33.0% vs 16.6%, P
<0.001) [14]. Pt H AT K E# 353 8 NAFLD 5.0 08 S5 44 JUH 2 O [ K A2 5 R R 3 DIAR O
4. JEERBMUERSE OREX MR AT RN
4.1. KREH L BRI

NAFLD 8 it B0 TG 17 20 23 2 18] 52 2 (R AH LA FH 51 S 4 B S S RE[15] [16]0 i BS R ITRR 2 75 3 i
NS> WP RT R BE R T (TNF-a))s FIAHAA 3R -6 (IL-6) A1 FL A0S K-8 (IL-8), AT 3 42 B SO SB[ 17]
[18]. —Iif 2482 LS 5H M ALK I, 1R % T PR E Fa BN AU 25 G AE 0 LA oy S5, R I AT 0 2B
KRS M54 5 RAEAREWRIRE TS MSI A DG, XEPREMARE ¢ RNEA. REAFIRE. IL-6.
SHIITEDRG B 737 1 45[19]. 42 B 200E OB 5 40 LA B 1R R A2 R A 95[20]. NAFLD 4k R IR 2] 4
B JONE I ST S B A A0 M R R, I AT ARl I 5 5 P B T R R AN SRR T 3 B0 ik S R A
At O ML BB R R B [21] [22] [23]

4.2. 1LSMNRAERILAER
NAFLD 5/CAME AR 722388 A 5%, HoO MBS 7 )5 52 1) Al 55 21 A 10 7™ SRR A 95 [24] [25].
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OAMNERR T SRS O IUR B ARE, 5O0USEE DRI, JE e RARET, 4 IL-6 A
TNF-o, 8155 IR IE LT EAL L BE B KR RERE A R I 3898 26] [27]. — X 147 BINERIIESL)
NAFLD (5 (0 FC AL, oA s SFEASUNTCo ffE T E A A2 1E B B AT £ 2 Ak R 3 vh O W] I [25]. X484
a2 W] NASH ACo M55 AT REFE 52 500 5 57t (60 i s 4L 9 HERR B s B JORE S SEAR SR AL, (B H AT 5
T 2 I FORBAE X — 8L

4.3. RBEFETMN

FEAC U 5 5 A ZHAHLPTE NAFLD FLC MU I OB IR B R 35 o B B UL 5 SR HE UK 8 27 A
HEEURE A SRS BT IE (28] F AL BURTIE R ZIHEG 2, 2 Pl Bl a5 2% R, 00 i 55 ] e 8 45
T4 G EE 1 1e (SREBPIc), k5 AR 2 i) S R 3 IA K N, 5 BONAR 3% P IR B 1 ) = A 4
T, AT E0E v = B8 MUE A NAFLD [15] [29]. s H 0 = BE A « 550 68 5 2% 0 14— 20 fd ok U
A, BRI B KT, MR ERE AR R R IR ER o R AP BN A R A O i R
o — A A ST R (30 [31], /K- P B 2l i 22 FhL D0 S Bk ooR A AL I FR[32] . X k3]
FE WA JB 15 R AEHULE NAFLD FCa MU P & I WL Hp ) S

4.4. ARKINRERETR

PN R T i B RS 2 ik S RERRE Ak R 2B (A2 253310 SRR — H RS Z R (ADMA) T 1= 1 3 5 8 P T A
(4515, Jf Hil % Al LAZE NAFLD & h R #][34]. ADMA /K FTHE S8R M 08 475K 4 1-NO Af
FAPERRAG, 3X 0] RE5 BOME &7 4 18 15 B0 3887 P 28 6L DL A I /MR Dh RERRAS[34] [35]. fE Tomas 55 A
Wt H, 1E 886 % BRI, NAFLD 4159F NAFLD 41 g 0 EL, I8 7 B ThReREag 1) &k 4 R o
(64.8% vs 43.4%; P < 0.001) H. 76t ik IfL 726t & AR (1.9 £ 1.1 vs 2.2 £0.7; P < 0.001) [36]. b4k, NAFLD &3
(1) [F) 25~ POk S R /K S A e, X AT i — 25 5 S A ORI P 7 T R s A M 2 i3 0 Bk B A A 1) R A2 (37
[38][39]. HHMLFTI, N2 DIAERERS AT AETE NAFLD H3 O ML A5 I R A R R i 3 B SR H

4.5. BENMEYERRS LS RIE

NAFLD 5 i I 5z 240 7] S5 25 S B e G 0%, 5 350 1 e V38 im0 40 1 0 T 22 1 1) 55 67 [40]
— TRUHT E PR 50 R F A SR AL P R, MISEREIESE ) NAFLD B35 (10 388 Hh SR B AU IR, R BIRG
W LT YR 5 02 2 2 22 IR PR AR T AT 11 (BL A R AT B B i A 5% (411 — T006S B kR A A 1k o0 LA
P R85 e R HR 23R4T 1 2 R DR 2B A S MR T R 0, =% PR P40 B (B K i ) 5 i 7 sl ks A
TR O XL /B 0075 FR T B 420 IR BURFFE R B, NAFLD 838 HI s i E M o i ol S84 & 4058, F
AT BEINJRIC ML [ 21] [43] [44] [45]

5. g5

2% FFTIR, NAFLD 556 O 2 () 2 AT B I AH G « NAFLD PR3 5 22 K5 L (O AN AR I 4 2R
SOREFN PN S T RERENG . i A P 2k 1 T B el O B A R R I R B . S NAFLD (1) 53T 1
JOBTT s AT RRARC LS 0 HR R AR 26 L S0 LA 078 1 e B it O LA R IR TG - K E 3R
NAFLD 35 & AR ek O (1R 3E I0, H NAFLD & 75 A2 76k o8 (AL fE G (R 2R H A s AR B A, X ke 42
UkEErN- R
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