DOI : 10.6314/JIMT.202508_36(4).02 R

2025 : 36 - 245-254

R AR AL I8 A bR Bk % 04 35 B S B2 47 04 %

‘2FFE AR £i2%°

TR R RGBT P AR A
ZHERRERAGE TR
B Bap 5 R 48T YA SR A A

wm B

% AR ks (T2DM) SLAF AR AL 2 23 F R L A SR R MER > MELR A ER
BEATAR » W ibf L ey o T F R 0 [EF IR BAT IS 5 T % (NAFLD) ZJEHEIE 69 77
AT > T2DM £ 12 MR 9% % b o945 & R RIS - B b IFARALR B 48 R a5 A R & —
18 B ZIAE B R IL A= M B AT # AT AL &4 T2DM B X X BBk » Mk
B Lo IR AH B bR B A 0 ARG H TR AR R PR BRI R A o SRRt AETE
FEATA I B & & 2 BAZ - 3 4,18 % 06 76 8K e 48 B% B8R b JRARIE B 5] 5% &

K A RORE 0 AR TR -

BESEER) - BFTREAE (liver cirrhosis)
¥EPKIA (diabetes mellitus)
BEFEZES) (hypoglycemic drugs)

fl[

il

o5 B B% PR 95 (T2DM) B i B8 4B 2 22 BR
R H B SR CERE MR - S R
F 500 B HE 120 B ASEL 2 o EREATR B
Hh o T2DM BEATREETE » RKZIRR - tHE
Eefl T2DM gt A O T AT L 24 o L%
[r) [ A 2 AR BR B A (MASLD) Je
R F B I 22 F AR AR G R & (MASH)
HhOG R BHER - WFSCEE Y 0 T2DM B E HHT 40%
HEJR Ry MASH - H#E— Al AR BT REAL 42 -
MASH A& 2B b iy S B fE g A 7 - e
Bl T2DM By 1l » RCE ISR - 55

> BEE W B TERT RETRRGEIETT - MASH
Jol o A2 B A AR T 9 9 B B R B oz —
bt - BPREAL R TR PR RS T BLIG R - KR
Fo H 2t 5 SUARR PR PRER o ARSCHIBF 5 LE R REHE
T REEL R T -

EFE

BB R 1 2 48 ~ o R R E AN — Y9
A BRI AT ERAETR ~ FFEhRE I 4] -
& B TR o IR L AR A E B S A
0 - P EhREIRREHET T 70 48 - B HIRY Child-
Pugh /P JEHIMRIBSE ~ HEH ~ BEMLIEE » i€
KSR TR - ROR TR Ry A B ~C = -

WA RER WAUR - ST R 386 3% S A R AL 5 BT P RHER AT AR A



246

Fo NG MR LT DIREARTE » ASTERA T HFZHREHRE
FERZAR >~ TR ) B T AR ) SRR

DUBz e £ 5 B PR Bl A= BT BB A S © -

FHhE{ b BB N PR AYE2En

E— e 2ERE RN A ==
72 g Il B8 (FPG) ~ 75 2 a1 AR %5 %5 b i 52 30
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Type 2 diabetes mellitus (T2DM) and liver cirrhosis are both common and life-threatening chronic conditions
worldwide. Their coexistence not only worsens patient prognosis but also poses significant therapeutic challenges.
In recent years, the rising prevalence of nonalcoholic fatty liver disease (NAFLD) and obesity has led to a notable
increase in the incidence of T2DM among individuals with chronic liver disease. As a result, the diagnosis and
management of diabetes in patients with cirrhosis has become an increasingly relevant clinical issue. This
article reviews current recommendations for diagnosing T2DM in cirrhotic patients, including the use of fasting
plasma glucose and oral glucose tolerance tests, as well as principles for selecting antidiabetic therapies based
on the severity of liver dysfunction. Emphasis is placed on optimizing glycemic control to prevent liver-related
complications, while minimizing the risk of hypoglycemia from overtreatment. Personalized treatment strategies
tailored to each patient’s clinical status are essential to achieving the best possible outcomes.



