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Abstract: With changes in lifestyle, non-alcoholic fatty liver disease (NAFLD) has become the most

common liver disease. As metabolic diseases, NAFLD is strongly associated with type 2 diabetes mellitus
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(T2DM). An individual’ s risk of developing diabetes is increased approximately 5-fold if they have
NAFLD. Numerous studies suggest that NAFLD has a causal role in the onset of T2DM. Therefore,
unraveling the relationship between lipid metabolism disturbance and T2DM contributes to the
understanding of the etiology of T2DM and the intervention of T2DM. This paper reviewed the mechanisms
underlying the pathogenesis of T2DM by NAFLD such as insulin resistance, increased inflammatory
mediator release, induction of metabolic dysfunction by hepatokines, impaired 3-cell function, influence on
incretin by liver and decreased insulin sensitivity in adipose tissue.
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non-alcoholic fatty liver disease; type 2 diabetes mellitus
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frid 2 30 4F HLvp [EWE B S8 3 2 e 1K
PR SR SN e e AL X S &R
R R AR A= 1 5 2R e A2 S BOIE e AR 25 B A
A0 AE W K P iR B T (non-alcoholic fatty liver
disease, NAFLD) B i 17 %5 YJ AH ¢, B4k U, 21 55
PR 5 3t A% PR 3R A AR B JH 2 0 DR 40 1 32 2L
i, FLAR T I 5 Z LT (insulin resistance, IR) il &
5y B AN RE T K S 0B I 3R 0 U 248 X UM XA
B W PRI 2 1) e B A R ER YT E L IR AR
WHGUR IR S RAE A F WS E, B2 k4 IR
(RESEA R

JHFEE 2 AL A8 AR AR A 0 NAFLD 2 5 IR
J 35t A% by SRV 285 010 AR G B9 AR IO 9RO 5 5
F A7 20 DL 2 i B 7 8 1 A S O 1% A0 45 A
VB R P B4l P Bg B BF (non-alcoholic fatty liver,
NAFL) | 4 14 K5 ¥ B8 Wi ¥ i % Cnon-alcoholic
steatohepatitis, NASH) | il £k & JiF 410 ffd g5 H A1
NAFLD B s 3 [ f 5 0L i) F Bk 20 B0 R
24.77%~43.91 % WS R NAFLD 5 2 BBk IR
Ji (type 2 diabetes mellitus, T2DM) %k %% % Y #H
¥, NAFLD B[ T2DM % fis KU 38 i 5 £
Forf NASH 85 19 % A2 B 32 NAFL & 19 3
55 NAFLD E 8A & T2DM (1 5 45155 725 il gl
7 fE B RS, AR IR R S
T2DM 1 R A B T HRATE B LR T2DM 19 %
BLH » AT A il 2 T2DM By 6 B 15 it 42 4L 4R 4. A<
SORF SR DT NAFLD 33 ff 3 S A5 57 3 7E 02
K T2DM iy i 34 .

1 NAFLD 5 T2DM §y%x &
NAFLD JT AR i 5 5 019 075 3 A= 3 56 it Sy vk

Jig SO IO RR P Bl B G 5 0k B2 (B S Ak R £k 25 L L gk
T SR SR80 JET IR AV 2 A 8 & A, 185 TR 1 4100 )
W T3 i 0 JF A D o 2 S D i DM S 2 L (A
JEEH A Hh 3 . TR 3 T2DM .
1.1 FrREBE R E 30 IR

BT AR | RS A A U B AR 57 o ol i 22 b ik
a3 IR, H v, K BE L #AS 7 B2 (long-chain
saturated fatty acids, LCSFAs) BY/E It ol ¢ 4,
B I AR BT R ] R e R R AR AR
5 5T AL IV ORI BT I N IR OIS SE 1R 5 1E
B, 51k IR, IR B ¥ M i {5 5 3l %A« LCSFAs
T8 JF M BEAT i B 1 77 A B b ) 7 4 o
g (di-acylglycerols, DAG) F1 — 3 A Bk % 15 B2 55 A
% DAG-E H I B C(protein kinase C, PKC)fF
SIEHE LCSFAs & it Tk, A4 N B AL 2
FE 3G 0, S 98 4 A fif A 3K JF A TS M 4 (reactive
oxygen species, ROS) , 4 1 #% INK 15 518 [ ; i
it LCSFAs WA 51 % A 5T 9 7 38, 175 5 b oK 2 141 il -
2 AR SCAN M I T2 R MO INK IR T (NF)-«B
AR B 0 {5 53 . DAG-PKC,INK il NF-«xB %
I (% 1 TG X AT R R R R T
IR,
1.2 REHZ T2DM X%

NASH 5 NAFL B 3= 2 X375 T R GE T 2
20 M A58 0 R BE T, I ) S 1 4% SE N 40 M AE T H Oy
PRER JE B PEA0G BF e 281 T T A 5% A i Y T R
JIC s O T AR 4 i 007 o DTG 93 5 JBR B2 3R A 53
P%  HESN T2DM A9 B BT U0 AR S 4 AE 15 5 38 %
RAEFE— 5 AR st T, R Em ke
5 FE TS AR FIAR DG FCAR 35 F ol 5 P4 5T I 75 5
20 8 T 5 A A IO IR O AR IO K SR R A T g
S S AN B TS 45405 AR OC 43 1 5 RS Tl 3
H 5 Fi R B 0 A 7 R K M 3R R Y A T N R
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H[E1E T 3F ik Toll #:321K (Toll-like receptors,
TLRs) FIR /A A G 75 40 L CFd 435 Al 75 200 7 L I
Y L SR A AT T 4D | 3 [ 4 2 2 4R 41 i
P C R 8 H L H AR A 36 MR R38N 1
S A HE— 2D I R AR RE T A AR B 18 M AR
TR AT K 38 1) 22 A i sp R B S R B AR A S
IR 5 33088 480 PR 1 A AXAE FF I 38 38 2 706 2R
ARG RAHAMHAN ST —EAMEIE T2DM 1% 4.

AT AR Ok B Y A g A A O A S AR B B 2
X LA AR I i) o 2 5 e A2 B8 R T YOG T AL A
CD1 PR E T 401 R A SCHE E T 40 Al ydT
2 A P DT R 2 A0 T T LA 32N g AR Y
ST A5 A o AR AT B2 08 P 2R R 1) A A R L B
BRI ZEEL, 25 T2DM &
1.3 BT 40 Af [ F 55 N AL 4% B2 4 4K i

JHF 2 B PRS2 b P 43 0 2 AT BRI AR
BBk HOAL A 4E A i A K B F (fibroblast
growth factor, FGF)-21 fetuin.follistatin, Ifil & 4=
W EFEE ) 4 (angiopoietin-like protein 4) . #R 7L
FE H 72(heat shock protein 72) . JiE & E A4 KK
T %54 % B 1 (insulin-like growth factor binding
protein 1) M B2 45 & 8 (-4 Rl &5 (1 P AR 7E
NAFLD &5 2 Ff BT e A5 52 0 b o BT 40 1 DX 54 o
JEFREE S 1B A H At 20 2 % 5 0 i A8 A I 4245 5
MRS, 55 T2DM & 5% & % U1, H i Bk
HH-A 2 T2DM &9 1 1057 fa B R« o 2 AT e
i JUL T IR B 3R 52 AR TS R A 1 S AR 4 R 5 5
S R 7 2 B R W 240 7 AR A A TR AR
TLR-4 BCAA . fe 0% 25 15 07 M 90T TLR-4. 3% 5 &
KEAR 5 1% 5 1 IR.FGE-21 D2 — il £ 477 4 114 JHF 48
JE PR 0] DL s FGF21 A2 PR 8 AR 15 AH 56 356 A 1
FIk SR, FGF-21 £ 1 5 17 240 A 4 % 0 $56 B
o v I BE DL B I UE R AR JE IR, #E NAFLD Al
T2DM & R FGF-21 /K & 3% T+, 2300k 58
KB FGF-21 2Kl #)3A 97 T2DM AL fF A5
T RAF RS S ROR L R T2DM B E R ] fE
FEAEXT FGF-21 [yt = e sh , H A 40 g I 5
W T2DM KR % U], A4 A8 A R MG E A
e S FREAE R A P AT

2 NAFLD IR ERE S p 415 Ih&E

JR s 3 40 D) RE Y % Ak £E T2DM i & e 5
AR A SR 1k 52 45 17 T2DM #e45 NAFLD

g | H b =R A B IR D RR Rk B HE B4
JH XTI AR S v 1) g P ek R 2K 43 0 L 38
JoR I B At R A 5. 53 A . B0 i 1S hn 5] R i b
TR I 0T OB AL & W B 22 s D AR A 4 ) A
betatrophin %54 i ¥4 5 X JBE 55 0 55 PEAE L $
AN .

3 NAFLD W7 REREDBEEHE

Ih RE

J9 02 JB 15 3% 02 i T 1L 40 M 43 i v LA A o ik
e MWE 28R T A 2 E R 5 R BT D RE RO IR AL 4
o /2 B8 5 2 FE k-1 (glucagon-like peptide-1, GLP-
1) i 25 0 AR 850 ME AR R S R 2 W 2 K (glucose-
dependent insulinotropic polypeptide, GIP). JFHiEA]
DL 3 43 006 AT R A2 8 GLP-1 43 W6 » o v 5 i — ik
FEK W (dipeptidyl peptidase, DDP)-4 il il GLP-1
FIGIP B P o DT 3 554 Q0 I T 9 2 B )
BELH U AT o R 4 WA i AW 38 L 2 5 16 BR
BT FR B 1 A e 3 i 3 N R 07 T A /9 Zh BE A L 38 BE
g 38 1o 5 JE BEAZ AR FXR (G 81 1 36 A9 IH 7 112 A2 {4
TGRS SR AIE L 40 A 7> 8 GLP-1, T A
TR 0 R YT IR 43 WA 7K P A8 R LA i AL AR AR 4R
T A P R A I A B S A 3
DDP-4*), 7507 B o 40 1 i 36 R R 9 GLP-1 Fl GIP
Wk, “H R REZ B S T2DM LA XK.

4 NAFLD 2200 g if 20 4R BE B = Bt

NAFLD BB % B8 5 41 811 5 E B 5 LT 4
it PR - 0 AR A A K O A i AR X i 4 4
B 5 AU P AR U A, 5 T2DM &6 R R %
Y1 IE B %) 8 E PR 7 0 5k 26 i 40 i D9 o {2 ok
B 7 H 2R E , I 40 i LA B 5 3R BV T B B Ui
20 i R iR K 25 1 3R 35 L 15 R IR W 41 4L TR, AT il
B A FH 1 5 Ui 25 DR T PR Y £ L iF — 2P i 47 4 B B
S FRF S M B M T et 3 WA oY kB AT i
ANEUJHE E 43 W 8 A B /N RNA (microRNA,
miR)-122 [ &M iR F 35 1), H miR-122 £k
IKV 5 B-o-2- Wi B 112 000AH DG, T S 3 1 36 3k i b
W 1) 555 FL 1 o i oy 4 MR 5 2R BB B4 R Lt
Ah g 7 20 24\ DA 43 6 A0 WA A (B miR-155 Al
miR-99b) I JFF AR AR 35 AH G (R i 2 35, B i
JHF I 15 2 AR
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25 L ik, NAFLD 78 5] & JHFBE IR 19 Al 1,
T AL 43 b A RE P RN 2 B RE 40 M P R 4 B IR
R 40 M Th e 5 405, k. NAFLD ®] DL il b 2
T2DM &9 016 3l 38717 R K 5 22 00 2 (W w98 LA W
i NAFLD 5| ’%& T2DM i #2 v i i 348 A 3853 5L 4
WA TT 5 A, Q0 R 105 728 L IR A5 5 . 4t i 43 40
FLF YEAC R B 55 TG R 4fE 2 57 T2DM (19 5 101 By
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