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Abstract: Both chronic liver disease (CLD) and type 2 diabetes mellitus (T2DM) are major public health issues worldwide, and
there is a significant difference in the prevalence rate of T2DM across patients with CLD of different etiologies. Chronic hepatitis C
virus infection, dysregulation of fat metabolism, and excessive drinking not only lead to CLD, but also increase the prevalence rate
of T2DM. It remains unclear whether chronic hepatitis B virus infection can cause an increase in the risk of T2DM, although the
prevalence rate of T2DM significantly increases with disease progression in patients with chronic hepatitis B, and there is still a
lack of large-sample evidence for the association between autoimmune liver disease and T2DM. In addition, T2DM may increase
the risk of end-stage liver diseases such as cirrhosis and hepatocellular carcinoma. Therefore, early diagnosis and individualized
management of T2DM are of great importance for improving the prognosis of patients with CLD.
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18V 1995 (chronic liver disease , CLD )8 3¢ 2% it [a] 48 CLD BEF W ,50% ~ 90% A7 AE A H IR , 20% ~ 30% 1
ik 64 H (R FF RSN , I TT 1l 0 e A A AL E S R FRE R s > (A 02 , RIS IA Y CLD 5
T F G . ERIEE N, CLD S8 sET- ASE BAET: 2 AUHE IR K (type 2 diabetes mellitus, T2DM) [ i 47 75 °#
N 4% ZFF 56955 75 (hepatitis B virus, HBV) B X RFETE 2 5, H B SR , T2DM f4 & 056 % 5 ik 3%
e N B 98 5 5 (hepatitis C virus, HCV) @& QD B A CEFELEAR AR CLD B35 & 4E T2DM
REFRAY PRSI A H B CLD W EZR A . 76 W THLE S5 A T Ao e .
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1 BEZEFXS T2DM

1.1 o F#uhl  HBVIEY S T2DM Z 8] (14 56 RAGFELE
il FRAMIFFTIN N HBV &l b 8 T 2m i rh i B Ak
LS E b SRR LN O E ST S R ST NI
I 2R A A, 0 R S A O B i I R R
P, HBV EYLT]1E S T2DM RIS K 2, B 25 5 25 28
AR ARG, 3 B A 4V 2320 ek 55, L I 25 O 3
B N fER R 2D BA ISR, HBV 7 314 i
R RFE A F o (tumor necrosis factor o, TNF-a) \— LA
5 RE R F BB 08 19 58 5 2 KL (insulin resistance,
IR), SECHCISZ Y. AN, HBY X 8 (AT 5Tk
JFIE JB 1 505 S e, B IR0 2554 IUAT iE 8 7T AL
HBV XI5 A5 M) 2 B0 U 28 7 ™« 7300 ARG 8 i R
BT, T REAF 0 5 B B 5 28 Uk o 3 5 T B 5 R
H438 CHBV X R [ 2k T i sk g 2 P a 4k, L S R4
FH S 1) A F TR MOBE G g2 EL .
12 AAFRFHEL MR IR B A4 2 (World Health
Organnization, WHO) B gi1t, 3R AH 2.96 121814 2,
HIHF48 (chronic hepatitis B, CHB) S84 , B4F 24 82 71 AL
TR A 4 i g (hepatocellular carcinoma, HCC) &
GEPS/3 N

7E CHB A B, T2DM AU 24 A i 22 Rk 3
[l R 3.97% ~ 22.1% . & [ ¥ EE BA S 1 — T i BE ML 5
gy A FE L T T2DM Y 55 520 5] 2 5 # [ B4R A
(51.5+12.0)% |, 45 R R, 187 HBV &G # 5L HBV #%
PR BE A FT RE LA T 5 1 T2DM KUK, % 5 3k 324X
PIR S BAF I 45 D 257 o LA 3 19— 91 [ J5 e A
5 (n=3 436) W 5% i — 25 L HF 73X — KBk, 5 AR Y
HBV & A L, HBV & Y % 1) T2DM iR R B % T =
(22.1% vs 19.5%) , HJEHL 5 %A= T2DM -F- 5] ] 24 2y
(6.1+2.4)4F ; B A I HE K, T2DM Y90 T FHRFLE in
S SR, 26 FE BT R TINEUE R A BB S R, HBV 8%
Yo (O PRI FT R (3.979% )M TR R % (5.329%)
5T 45 R 25 5 E R T 98 A BERRAE ™ i
JE ARETE B AR S AR AT

AR SRR, T2DM XURS HE hn AT g I Ak B T
HBV A& | Il j& HBV 5 |2 A 18 Pk R AE L B 45 2T
2T Y b ik e 3 6] AR AR AR 4R B, HBV XL
AR I EL AT AR S R o B AR 1
1.3 T2DM *F AT Ik & Jm it e 69 % T2DM J2& CHB &%
KA AL CHCC B AR AR T I I R 2 —

B TR 12 R AR B BRI R IR 22 . BRAEAT
SERM, A IE T2DM A CHB B3 W 5 BN & R & L7
W (alanine aminotransferase , ALT) 7K T &, B H T &
I S 15 T2DM o AR R T AR S E AR T — T T
T E 2006 4F ML 77 FA 79 27 IR A T 299 300 77 HBV Jg e
FHWEEE M T MR T 1Y Markov 4588 F TR 4L 9%
R s E R 45 R LR £ 2006—2022 4F HBV SR 4 )
T2DM b 546 HBV J2% 5% BT B0 AH 5595 2 11 %5 1] i
BN, 43 50 R A A AL 79.1 JT ) (11.41%) KA B
WIRFRE AL 24.4 T3 61(9.27%) JHCC 37.7 J5151(8.78% ) K fiF
JIEAH 2 P8 T 79.6 T3 61 (12.19%) ; il 2023—2030 45,
HBV Bt 5 T2DM g {7554 A AH 3¢ I A e ik — 25 1 fn
298.69% . HAZA Ay B T WAL RS B TR A Y
S RE B2 Ak G I5CME TE 05 1 FE 0 PR M P R . HBV 5
T2DM 7 JFF R 2 J v 1) G 8 v] BB AZ B AR EJHE AR
IHERGAE A T T 2 LA S A M o 55 R 2R Y
ERM

ZE BRI  HBV 3L 5 T2DM A9 A0 5& 2T HLH B R
WA, CAVRIER, HBY Al AR E AR Ek
P9 B B AL — 2 AR DR AP %00z, T 22 50t 9 ) 3k
B T2DM 7€ CHB AR i S e B g 7t , HL 55 Ak
HCC B A SBET KB 3 in 2 Ui O . BUA RFoE 45 5%
SRR 7R, HBY 55 T2DM ()26 R v] RESZ 2I4FE IS FFAE
SORENG BN EE LT AEALRRIE AU P 3R DA SR 45 2
Fir Rl 22 A L )52 . SRR T B R s ot (Y ML 5
FTHTHE T I PRBASIA Y, LAiE— 22 B HBV 15 T2DM £
L OCIBR A PR SRATL R S LI R S

2 124 AEBFZX (chronic hepatitis C,CHC)5 T2DM

2.1 S F Al HCV B A 5 B AT 5 & T2DM ., AL
il S EEALHE  HCV 05 B A% .0 8 11 RE 30 i B 2 36 A2 740 IK
Py 1) T TR W TR AL B R B R 0 B RS B A
5 I TG AL IR B 3R A2 AR L/ R R VLR 3 3
BG4 2 45 , AT 09/ 4 25 A FER BB, 3 I TP AIE IR 125
HCV 51 & W18 v e RS LA A £ 6.
TNF-o S5 2 498 40 M P, 9006 ke 3 26 93 0 535 5 B 4
JLUR T, AT I DA 2 AL RS HCV S ECIR A
BRI 525 18 237 HL v] 8 AT o 22 SE R AR vh & A (R
HfE A B EREAER . HCV 3RIILF AL
IR B A 1 I 2B AR TR0, S S AR R X
5% X I g ey 118 56 DT 7Y 5 77 1 75 5 R 7R = S5 a4 E AR )
S RAG T2 BURFEAE R o AR 5% 2 HOV IR 1Y
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U3 EEAE T 3 750 DR 4 i R R B A Ry 2
22 GRATRFH L RIS WHO BRI, Hit 2k
A 5000 77 CHC #% , BRAEHI R 19129 100 J7 411

KAEF5E 7R, CHC J 35 A& 4= T2DM Y AU I 3 5
Fo ANFERFFEH T2DM 9 S 58 22 A K Y R 1.4% ~
46.7%" 11 g R — 1 B BRSBTS 40 A 847 021 4]
ZAXE AR R HOV B & A T2DM 11 S 1A XU
T ARG F 1Y 2.32 43 [ 4% 1 AU Eb (adjusted hazard ratio,
aHR)=2.32,95% ‘& 15 X [ii] (confidence interval, CI) : 2.20 ~
245], Ho AR NRE R RURSE 1S 0R 5 K (aHR=3.07,
95%CI : 2.43 ~ 3.88) ; B WA HE U] JC 18 /2 A5 Sk 4L HCV
T2DM % R 8 b T e e 7K (R £ 9.48/1 000 A4
SR 14.7/1 000 A4E)1 . H A — T [l Bk A 5T B
HCV IR YL 35 (A8 PR R 32 (13.6% vs 6.3%) Il IR &£
F(54.3% vs 36.3%) ¥4 1P 35 75 T HBV YL %22 e 1E
1B MR (12.5% vs 5.6%) B FAEAEIA (22.1% vs 12%)
FREEAFAE . BRI, 16 HOV TOAEIR 7 3 S HOV 35 bR
B PRI B R AL (6.4% vs 9.0%) , B 2H ALT /K%
VT IER L XHIR HOV I B PR KU T Ik
SEA B REAS B A S B IR 5 HOV B3 3k A7
TE B R S 5™ EE A S B B 18 P SRR A DA T
A5t Py A R A o PR 28 45 )/ FH AR OG
2.3 T2DM AT R % % 2 e w9 %o T2DM A il HCV
AHSCIT I e o ] 1) — 0 1515 R S 0IE 552 , B s 7
CHC & Jf HCC 4 1) #8338 (18.7%) 1= T 51 4fi CHC 40
(10.8%) , HLHE JR 9% il HCC % A= XUBG T v [ 4% IE HU (B e
(adjusted odds ratio,aOR)=1.80,95%CI:1.17 ~ 2.75) ; 1L 4},
BRI AR IR B HOC 1 S s MU 1

BT BRI R LEL , T2DM B A R & HOV I L i 5
— PR HF AN EE . HCV B3 ) T2DM R %8 T
— M NHE. T2DMAE NGRS 2, v] i 35 32 = HOV J&k gy
HHCC BAFEHESET 1 & A5 . HCV AR BR T DLk 3
i K5 AU RIS T2DM B 2 AR, DRI, 7 I PR S i
Hh X HCV Gy 25 St S0 B IA YT, I I i i W
AT T2DM G Ay, LA 22 B SR BT TR it , 2 2%
PRI IR .
3 X i§t 48 < B8 A5 1% BT 5% (metabolic dysfunction-
associated fatty liver disease, MAFLD)5 T2DM
3.1 o AuE TROFUIE R U IR 42 20 0 25 0 07 18 76 S e
Hh ) R o B A A 2 T A B G 5 A v 5 o
PRI 5 1 P T T 75 0 1 SR B AR AR TR A e, a0 T K 2

JHF I 28 95 Sz 1o FNEF A b . b ah | A JREAH G A i 18 T
ISR AT ST FFF AT Toll BF A2 55538 I, 5 1B R IO 4%
LT HiAk . XS B 0 A AR TR 0 A R 221t
2 A B, DI MAFLD 320 R AR AR L ) L
Hb AL AR SR R FEOCHEVE R o 10, 7% patatin FE @
PRI 3 T148M 38 3 T I B 2 Bl R - R ML AL R 74
YRR A 2 (2638, R 5 T BB B2 %, 42 1F T2DM A1
MAFLD k2t
32 RATRFHA BEELTRHE K, T2DM FIMAFLD
(1R 7 PHLFE 4 3R PR N 2RI . MAFLD A ok 2
— PRI AR A AR R B, 5 T2DM Y % A & S 4%
YIFHSG, Hgeit . MAFLD B3 T2DM 1 U5 %K 9% ~
559231 ZEFE AT 7 MAFLD H % h T2DM 1 H
HNg 28.3% , B AFET L 245 A 2. B MAFLD
PR EJE , T2DM S H I R 14 2% 98 KU A 12— 25385 o
H AR — 301 [ Jai 4 BA B A 52 /s , AR 41 MAFLD 83 (411 PR
FRFEANE, R U2  MAFLD 11438 FL7E By 1 18] ok &2 &
W G2 A U R RIS A T2DM AR R 43 1
4.7%.9.2% . 18.0% F1 35.1%, 3 W L3 1 15 MAFLD A .
E AT T2DM B9 % A KU 2L Ak, MAFLD f8 2% B9 T

10 A P AT 2 A ™ 5, % A T2DM B4 JRURS: i 5 , 1%
B SR ) AR RS AR EE R I 52
3.3 T2DM A sk Jm it & ey Fea B REERE S
MAFLD {1955 97 7 & A7 76 SC B, T2DM 1] it MAFLD [f]
JIF B Ak Fn HCC #F R o BF 5% & B, B 4L i 21 2
(hemoglobin Alc,HbAlc)/KV-55 MAFLD [ &4 56, T
HJZE 4 HbA1c<8.0% B, H/K -5 MAFLD 777¢ i 3 1 AH
024 HbA 1e 7K F->8.0% I, = AH G I8 55 , 33 22 Bl
LT P s B Y BRI R,
25 W OB TE R L A RS 32 B A T2DM CHE ) MAFLD
FROG A R 25.6% .56.2% Fi1 68.0% %, A1k, T2DM
S EAR DG AS B 45 )5y i XU . MAFLD 4 3 T2DM 7R
A HE 25 38 0 G I L U R 4 P B
T30 KU, Lk £ XU il 4 MAFLD ) 7™ o 7 J3 3 in
BN

ZE R, T2DM 5 MAFLD 22 [8) 47 AE X A A

ML, LA MAFLD 42 #F T2DM 1 & 2E %80 5% . MAFLD
AR T2DM ) SE 28 I  v Tm BE  MAFLD SR 3%
JVF i 107 73 P o 2T A AL A B 7™ 5, T2DM 114 2K IR ik
o J3—J7 T, T2DM A Jini MAFLD [a] A4k AT HCC #F
J& . MAFLD 4 I T2DM A3 Jil JiF £ 4k Ak | -5 £k Fn
HCC S5 LIRS J5) ) ARG , 38 B 25 8 i T A AS L 45 )
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B U, HL32 XU B MAFLD ™ 88 F B 1 o 2 i gk — 25
. B, BT MAFLD SR T2DM % A= KU K
M TS AT R X

4 H¥5MHERTSE (alcoholic liver disease, ALD)5 T2DM

4.1 o FhuR ALD FUAZRICA A0 R D5 & R, B
FHIEN 008 B3 AL B R A5 5 iz R
TR RS TR SRR, I 05 18 45 1 e o R0 e g
BT B LA A0 B ASS , DT o) JF B PR 1% G4k 17 34
FGAE I 5 WA 15 T B R AR Ty R e i S itk — 25 i i
I AR A5 07 , [ 42 2 T2DM B R AR
42 FRATHEFHL  ALD BRRKBIKERESIEM CLD,
SRR LA CLD Z—. #R4Giit, 8% ~ 20% MK I Ktk
W5 T % S ALD, Hirh 29 (B E AT HERE S HOCPO

RS AT ALD 202 T2DM & A F R J ) fa 16 TR 2%
ALD H 2%t T2DM (4 B % 14.7% ~ 30%°'**', ALD
5 T2DM Z A 6 FR S A Ak, ELAFAE PR 22 55 0 B
AR ARG I, 53 B HbA e 2K T 0 XU 14
T s XL P 35 O AT AR — R R R R i Rk
AT R A0 T2DM B % A2 KUKy o 70 S35 4 R i 1A > 1Y)
AR g AR 3 ~ 4 AR LB RO 1RSI
T2DM Ao IXUBS: BTG, AN [R1 S B R TP AE R it 22 (Rl A 7 22
S Bl TR RS, T2DM B HRUs KU e T,
FEl Y — TR PERIF S 7 L 30% FTSRS A AT R AL e i
A T2DM, 31% [ HCV A 5C 0 Ak 28 2% BB AT T2DM; [R] i)
2% B T2DM 2R FH G FRE Ak f8 38 & A= HCC iy T
(HR=1.6,95%CI: 1.1 ~2.3)% KA IT RAEA o
K I 18] B A R EMERIFSY L DA L4 T2DM 7E B 25
PG B P I Hh ) RO R 22 5
4.3 T2DM st AT RE sk JR 3t R 69 %@ T2DM J& ALD &
(AR DL A3 R | AT 38 I A A G B BET U . — T A
268 1l PRIFT RS v 8 £ I D BB A 5 £ 3 IO A EMERIF ST
B, VR EE S HORN 25 B IR ALD £ 4k R 0 fE B
F3 %5 MAFLD JFLF Ak i el AL, 53— TR
FER B, T2DM A IFFRF & & A4 HCC R XS B 38 = TA T
MEPEHCV L (49.0% vs 36.9% ) ; BAMUIDRE I 5% %
A HCC B XU THiEs (OR=3.7,95%C1:2.5 ~ 5.4) , W5k 1l FH
HA 7 T2DM (4 5 3% & Lk HCC Y XU T 3 2 2% (OR=
49.0,95%CI:21.5 ~ 111.8)3* W WA A1 T2DM
TEHCC WY & R S R AR D FE T, FR sk 48 A vl
JEIT2DM Xof FFFRE AL LG C 975 1 JR ) 5 0

ZE F AR, R AT ALD R4 T T2DM A9 2% R, T

T F1 T2DM 7E ALD & 4= & Je b HoA B AR T . 9K 1
A R A NS B PPAL ALD 2% 5 JF T2DM
DR 174 E 2 DR 3 BT 2 o T T A AR S ) 8 ) AR AR
Jitio BEAN, IR BRI ALD & T T2DM, 1l fig >
HE L i SR AR AL 25 o I R 52 6 v B X ALD 835
A7 MBS W, 57 ALD A5 9 T2DM 535 19520 & 88 Fl ot
RAE , H R TR I 5 % A AN R 52

5 BHREMEAES T2DM

51 2-F#uhl T2DM 55 A9 18 k4 i 25 L o 1% Pk
SEE R 2 98 i IR S 7, T 5 B G e A A A
— T 4 3 PR A SC RIS 1Y) o £ AR B AL AL A0 AT S
A1 BBE IR 5 Dt A P BB PR IR %8 (primary biliary
cholangitis , PBC) 777 A i G HK , AR WL %2 3 T2DM 55 PBC
Z A7 D SR S O

52 AATREFEL HB R R R
G S 1 Yoo BT IE SRS S 38000 18 Mk A R R L A48 A
B 4 B VERT & (autoimmune hepatitis, AIH) .PBC.J& & 14
fifi £ PE 4 2 (primary sclerosing cholangitis , PSC) 14
PEEREE [ G4 M ICHE AL PEIBAE %, 3B o0 e v RPN
BLEAE,

H I ke Z RAEASEE 734 T2DM A B S e PRI
i Z YOG R, AU D RERAT IR A s i T i 52
WF5E 7, T2DM AE ATH 835 i 86 28R 7% ~ 37.9%,
TE PBC B H Y RN 7.19% ~ 30.7% , 7F PSC B3 1 1)
ERR A 2.9% ~ 11.19%3738 | H A 35 gy [ 4
WFFE 7, ATH FR 3 OB R 1) SR 2R R 24.5% , 418 &
RN 1.2% ; PRI 995 ARG 5 JFF 2 Ak AL R B TGtk 25 A 5
P AFORE B 3R 9T W 3 8 0 & KU (OR=6.69,
95%CI:1.39~32.21)7 . B A W5 K B, 45 IF T2DM 1
PBC B3 &4 HCC I XU 2 38 m (OR=4.7) , KMl v]
B MR IR S0 IR LT A A 5,

FEATH W5 Bz B0 32 A T 2 32 0 AR U
2,1 PBC 5 T2DM A4 I BT 2R 91 R Hg RS T AN
BL25 J XUR 38 . A K 75 JR8 KR AR i s 4 BA B A 9
PARE—2 BB 35 2Z IR0 #H AR FH AL

ANTEE R CLD B AT 0 L T2DM 1Y 0 5 e — %
ZIRMMHE X R BN L,

6 /NG

ANTR1 PR Y CLD A8 3 v T2DM 1) SR R A A 25 5
HCV &G n] R 0B & 3R A5 5 5 B 4TI fE, W&
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Table 1 Epidemiological characteristics of CLD, prevalence of comorbid T2DM, and their interrelationship

R Al 95 A T 1% T2DM R R MH IR
CHB FEM0.81%; AV 1.90% ; BN :2.06%; TH K 3.97% ~22.10%  HBV JE&YL 5 T2DM i & RAEAE G+, (A2
SEVEHLIX :5.26% ; JE W : 8.839% 4 Fifi 5 CHB B 8 , B2 3% T2DM A9 S5 2%
R S PN
CHC 463£:0.60% ~ 1.00% ; IV : 0.90% ; K K 1.4% ~46.7%  HCV JE&YLH T2DM 1 U 5 01 18 = 13
B2 :1.00%; HA:1.10% ;BRI :0.12% ~ I NHE, B R U, T2DM 1 & 9%
2.50% ; P43 :0.20% ~ 0.30% ; 82 P58F . 0.40%;E XS E— 4 TH 5, £ T2DM B35 1 HCC &
#:0.20% ~ 6.30%; ZRFE IV :0.50% ~ 3.80%"*" A 2R R AE AR A 8 T v
MAFLD A7 :22.3% ; #V.: 24.74% ~ 33.86%; 1 [H ; 9% ~ 55% T2DM Fl MAFLD £ 3 BLAA A0 R 9 A 5 1
32.50% ; KM : 32.60% ; 7 35 : 35.70% ; A F) FEICHPIR A 55 MAFLD A9 & A 5“8 L
W :35.70% ~ 38.00% ;655 : 47.80% ; ZFg V.- E3i°S
38.50% ~ 51.40%*
ALD W+ 3.0% ; P K- 1EHLIX 2 3.6% 5 59 : 7.0% '+ 14.7% ~30% W& ] L5158 T2DM Fl ALD, T2DM F1iE
AE PRI ALD A8 0E
H&eErE fEE ATH:23.0/10 J7 ;72 E PBC:36.9/10 J7 ATH:7% ~37.9%  F & R8P AT B 1 T2DM W) 317 1%
% PBC:9% ~ 30.7% O Gk /D KBEAT 5, 4 2 BB R IR T

PSC:2.9% ~ 11.1%

ATH 7] I 25 50 0 b6 2 9 AUSS:

T : CLD 48 1 JH55 ; T2DM , 2 BRUBE IR s CHB , 48 14 £ U 48 s CHC A8 P PI BUIF 58 ; MAFLD , AQI55AR SR 7 M s ALD RS M s ATHL, A
S RIEPENTA s PBC, FURVERRTHMEINAE 58 s PSC, U PERE AL PENIBAE 8 s HBY , Z BT 285 s HCV , IN BT S0 25 s HCC, T4l i
JTT2DM & Az AU s HBV A9 A3 52 0l 58T B B
TELT AEAL S B AL I T R B B s MAFLD (ALD 54562
Bl S, HA U S s . (ERER N, A S
BRI FE A h T2DM Y JiA T 2 R ATy e = OAEAR
WEHE S5, BRI S, T2DM 2 0 18 2 A3 Js AN
BRI G R PR 3R il R I o e A O A 5 A B, DA s
CLD & K 145 )R

Mzl

RE: ARG EALATA 207 R

YEETTEAERR: XA A T & A Lsk Rt LT ; 5%
T R B F Y,
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