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WE A MG B AT % (NAFLD) ZE 42 & % (DM) & & o Bk i 3 . 4% R % 0 £ 2 28 4 R % (T2DM) B 7 78
fmiE T NAFLDHE 2t . DM & # + 77 75 iT B 109 & A 5 BONAFLD £ % . NAFLD &4 & &% A & & 5
RIE R EBIML R B & E i ZBR . DPP-44 %1 7| R GLP-12 L4y o LUK 3% 4% B HE JR 7 B o g g AT o o /&,

AL AEKE R, 7 UL #NAFLD.
e 40

B PR 9 (diabetes mellitus, DM) & H1gt 4% FIFA 55 K]
FALE G — 4 LUREAR U 25 8Ly R I R 25
HAE. P BB = RO 5 A F B A SR B i ]
e M. EER. KA AW REL, I
PRUME 1 v OB S 32 2245 4E,  H 2t FF 5 A DMER
JERR T BE . mis e m MRS AR ER T 8. DM
AR Z Mg M IT ROIE, S EUES B T Re PR AG A R
PR FFLEESE. DM H i # A 2 BRI R AT .
PAtTh, RIE4HCEZ NEADM, 1M E bRbE KRS
2=(international diabetes federation, IDF)Tiit, #:K30
X Rk BT A .51,

A8 #E P i 175 M4 B (nonalcoholic fatty liver disease,
NAFLD)ADMX P i UL 5 A7, AEARERAN
TCAER (DM 8 5 i AEFEAH 24 2 (1 R 12 W IFINAFLD,
I HBEAILFERR LS, RS =T, R
JHE S AR ZR S AE(MetS) S H 455, DLAGEEIEAZ. 8
1M, SHLMBRAR . AR AT AR, NAFLDH
& DML H 2 2 BB PR3 (T2DM) (1) — P 35 A R e

W FRom, AR TE AR VL RE AT, AR RO 0T RE, PR ZY

W NV I RCRE. A 73 WA & IR A) 2 DR Ak 18 i 242
TEIRPR S h 24K, fHf9NAFLD S 3(DM & # ™ 5 1)
R, IECHFRIEER. T#HNAFLDSDMZ
(2 28 B O R AR W B, DA I S 1 2 2 1
R PR A I R VG T N9 B

NAFLD /2 $& B 4N F0 L Ath B B (1) JH- 452 49 8] 3%
PO, DASRIE M I 40 B R TRL 1 i 197 28 SR 32 AR AR
I AR BR GO AIE, A0 FE o 2l M g o ek s DA &% el L
AR TR BT 1 P 28 < B 0 P FE 2 A R g 2 P R A
Kk, NAFLDs2 AN VZ (s, 19 —Fh gl
IR PR, RS AT LU AR 2 B B 22
AT 2 W, (ENAFLDAE RS P AR 1 P % (nonal-
coholic steatohepatitis, NASH) H fig 18 izt v £ 5k [X 7).
NAFLD#IA S 1, BRI A 4edh . a1l
A, IFFAH e ) K AR 2R A 2 .
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BEREE AR & 2 R, BT P T A Ay
(3G N, AR ) R P8 R N LA S R R R R T E K
A7 ARG, R SR R AR IR T, K
RNE S Fim RO 2 FETS B AVRRRR (1) BRI AR 1 32 2
JE A,

NAFLDJE —/MF MM AL TA i, H 5 AR,
DM, O IME S5 S5 18 1 5 2 18] ¢ R %], NAFLD/E:
HHCT R T AR A I VT i — M NBE,
JiRg O IR S 5 R IR T o S i S L R BB T
DAL 30 JLAF R 205 2 ORI A, o2 v B 5K i LI
MR, HATNAFLD#E A A& MetSIF7E F HE 1 3%
Bl WERER, Hid76%MT2DME & E A NAFLDY.
7 — T I A S NAFLDIIWT 55, T2DM &t
NAFLD ) 9% F L F] 17 69.4%', Mi{E B b — Tl
A LA WINAFLD I 7, R LA L2512 W i)
NASHYET2DM B # H R R T78%! . LI 7T it
HIDMAINAFLD & 7 % V) FH 2%

HEFEENE, f£IXNAFLDIER I T2DM i
A ™ E R 4R O . LeiteE N7%%92
Wi [F] i B T2DMAINAFLD 23, 9241 (K] B34 15 78%
B2 Wi ANASH, 50%(1) 38 fE e A 3kt 4F 4k Ak, T
Fracanzani®s N\ iE 45811 %+, T2DMENASHA!
bR (R 2T AE AL ST T A XU (R 21 238 PR A O 6
2. X R, ZEDMERE h, 2 W NAFLD i
F i, NASH G A HCK L. 18 7 4h— 58 T'NAFLD &
LA T, 2 W INASHI 2 L H A 8 B2 g 1
JFf) £ 3 B HY 5 DM B 5 B AR o A S 1.
A B RE 5T TR AR B ™ EENAFLDFE FE (DM 2 3
H AR 5 ENAFLDDM s L% 7.
e, I VE R KA & T2DM & 0 2 12
NAFLDFJ AT Sedibr, ASNAZAEE RSB b Y, &
P INAFLDREFE (A S $ 7R, DM BEfENAFLD
I R B T HEENPE. A A — TR RE P A A
JNDMAPENAFLD# I Bk e A E FH 34 1 B AT 52 (1)
AR, ZFF RGN T 1736434 DM B3 LU K2650620
ZAEDM ABERIRF TS, EGINRS, HEBR T FFIE A,
HEE/D10RIBE 2 J5, NAFLDRI R A RAEDMEE
HEIEDM O 3L 93 £5(18.13/10000 vs. 9.55/10000).
JH98 1 % AR 2249 3 1 AHABL ) 45 S(2.39/10000  vs.
0.87/10000). DM A AR TFIAE 14 i i DA B b9 % 26
BT fE R 2. % T'NAFLDZEDM 83 v (1 5 2

%, BLEDMEH NAFLDAOM B bE, WL T s
ARE— I LI H6 45 5t INAFLDII B, 7EDM B
th, NAFLDI S Wi FITA T LN P9 4 A R S 1

H A2 1 2R JR 9% (T 1DM) 5 NAFLDAH < 1 705X
PEHAEHE AR, £ X 10044 BT 1IDM 3 (1 1 i
e, MEMEATRRE R N11%". 55— T0%F 69244 15 %
PR TR N9.64E (I TIDM L E O 7T, A 12 I e
H4.5%4 55 /ST MR LB,
TIDME A B INAFLD R E H 5. JLE S E AN
Z [ENAFLD &% 26 1 2 5 7] 1 R T B B = (1 BMI
HHE K DM FE & R =,

TE SRR A 8] 75 VR R AR B R BB R T 2 D A b R
I3 FR N U R TR R 97 (gestational diabetes mellitus,
GDM). GDMARER Y IR ML 0T A ST 8E 0~
B, AR REIE NI GR I 1) AARAC I TR, — T A A1
FUWE T GDM I FE il N AE 42 J5254E R NAFLD
R A L2 R, IR R, fEARIE T HoAl AR
fEl R R 2 J5, GDMEW 25 F 4R NAFLD & &
ZIFE, I ] Ag il GDMUEIR f5 K 4 IDMAT 5.

2 NAFLDFIDMA] R H &Ll

MIFAT IR WA 0] U, DMPIAFTEXINAFLD
)R A I e e AR A . R 995 IR AS [R) T A7 7 22
NAFLD AR HLEI S 2%, H2& AT i H BT cpk
[z, EZS U, R R, AR
DL 98 0E [ BIAENAFLD ) R A2 ke ke 1) 1 =1 221
ER. T —# B 5DMAEZEVINLR.

NAFLDI R b 2 2 K21, Hr s = Hilht
PR AR B A A TR B R ICPURIDM A %
YIWIR &R, eDMEERRI 2 —. BRI EERIE
KB a7 RN IR T o0 f, IR R ARGk A R 7
FEIE AR, U5 25 B T R (free fatty acids, FFAs) A DL EE ¥ TG
o H =1, AT R-E A E AR E R
(very low density lipoprotein, VLDL)#itt. 7EDM )it
e, BT XS AR B R A T L. PR 5 s ikt
S i 5 F A BRI Re 0 R B, S EFFAs A T
U ) 38 B 3 A DA R H =R IR R AR B, AT T K
NAFLD. 7 =5 & MAE T, SREBP-1cff) b i TSk
SRR EERIA, FEUR AR R B, AT K

877



FRCAE W PR 5 A R 0 1

NAFLD!".

JIE o 2 1Y HE AL AE DM e A R ol e o e 81 2
1 F. FRAGE FEDURR, 17 g D BRARe o 45 5y I A S8 A 4 A,
TE B i s S 1RO R o ok S8 A . (RIS A 2 P R
LRI A R RR IR R (9 LA S FasPio A4 iR s 4k, 38 i 3 i 1y 4
PRI TR R A2 90 IRBE.  RRSEAZALE 0 i i PR
75 R JFF 200 J A/ R 5 1) A i, T B s 1 Y 48 4 A0 R
(SRR M FFREAL. 7EIXAN SRR, 2% 0 B AH 5 L (K]
SRS, FRIBEm. M IASER T -o (TNF-a), IL-1F1
TL-655 15 J DRI 50 98 i DRI -7 1h 98 E i 2 o b 3] 3= 22
PERIM. RECER A — Rl B SR 2P0 41 F I g i 187,
XTIR B R AP B E R, S8R SEAE
NAFLD 32 2 #1435 IR F KA A 4 w2
454 5 H (ChREBP) B Tt s, 78 AT P 6 260 B
Fi i J A PSPl s b A 2 T — s BRI

3 NAFLDFIDM3: RIEW A &

H ATNAFLDAIDM H & E 2 6] 1 % R4 78
NAFLDXI DM A&E & A2 K 8 B2 0 J7 T . 171X T DM
IRFEHI 2 G, 2R TNAFLDI R A DL 3k
T I IE.

FE RN - RORE 5 T, 20174E, H E—AN KRB 5]
WA R RIL, 7ERRIE T HHMCVDERKZE . DMK
FE. HbALc/AK P BREZHALPL LIS KPR Z54)
B RS OLG, B 2B FINAFLD S #sh ik Al T i 2h
ik S AR TSR A BRE B 1) R0 R 18 g 5L kA 1, 16
KA Valpolicella. DM.OERFFEH, GINEKFI 112
2392011 JC 18 M TR 4k R SR K IDMEE . {EIXEEDM R
HHR, EHE A2 B2 INAFLDI B, wiR3)
Jik P LA R A ] I e ) R AR ZE B R s TR
NAFLDWEE. MIEFR . M. BMIL JERE. T
ARG LDL/K . HbAle/KF-. DM, R—EGH
MetS LK B BB Z] . FEIEZG . B lG 25 A0t i /M 24
LG, LA 0 B R A A Git 2= 7Y,
A, —LEHIF 5Tt W], NAFLD 5 DM 1 1 45 31 R X
S Pl E, [FR B DMAINAFLD) & & HAth
HRARER AR LR 28N, 7E—TgIN T 34000 A (1)
b A B 7 I 18] 96.94F i meta 7 AT, NAFLD 5 #5E
PE. AEEEECVDHAE K il 65% A 8. LA R
W 7 NNAFLD S5 DMK I R AE 2 8] [ 96 R IR T
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S TR,

B 7 KM 3+ RIEZ 4, NAFLDIEH N 7 DM &
FULE I AR B XK. Valpolicella DMUCa I BA 51
ForpP gy N2103 4 T2DM i, L HER C A a8
P B0 I 0% (I T2DM R . 127 AN AFLD
- H DM ' o3 B A 9 s 7 (38 B PR BB VR 9T
(RS2 IENAFD S L Wiy, 1% TR IE T4
Wy PRI, BMIL JERE. WOERSL. & ILE. DM
. HbAlc/AK P, MM AR R 254 S O,
TR TR B, 28 P B ZH 212212 T FINAFLD, NAFLD
FIAEAE B ™ L 5 T2DMECDM i 3 5 5 b S
B AR A B SIS ThBE R B DA, it
— 3 T DM & hNAFLD AL 31 % 0E 1 XU
T B AT I 18] 1) TR MR AT TR ) B 1R R
Valpolicella DM IiE BA BB 58 (1) — AN AH 3k AT T
T2DM & # HFNAFLD &9 5 5 512 4 15 9% (chronic
kidney disease, CKD)FJ X2 [ (7. %0 7t bt
Ui 117604 15 ThRg E 8% I W HIJo 8 28 AR 1
I TIZT2DME . BEVI IR, 547442 538 K £ CKD. #f
Fi# B, NAFLD CKDJRSIE B 36 1A X (OR: 1.69,
95% CI: 1.3~2.6; P<0.001). MBIEMR . F#k. KE
e, FER . fE. WM. DMURERE . FEfb M2 &
H. IMAE. FELGFR. i A& AR 29 (B hE
2y, BERRZG . PismiilE 28t MR ) g, WA R
WIGFFME(OR: 1.49; 95% CI: 1.1~2.2; P<0.01).
Targher%s AAH33E47 7 TIDM &, NAFLDAIfUIILE
JRAR A M I 7E. G P[RR S 24 IBE UG )5,
26191614 g it NCKD. 453 %78, NAFLDY
CKD &A= XU 1 ik 2% (OR: 2.85, 95% CI: 1.59~5.10;
P<0.001). 4% 1EFHADAR SR K2R 5, %A B RIS
Z A ME(OR: 2.03, 95% CI: 1.10~3.77, P<0.01). 244
NAFLD# N #|CKDH fE G R 2 f5, &4 m 1 Tl
CKD [ [=] =5 24 i) Ll & 77(OR: 0.79, 95% CI:
0.73~0.86 (MIANAFLD) vs. OR: 0.76, 95% CI:
0.71~0.84 (KRIMANAFLD), P=0.002). iZHFFLiEH,
NAFLD-5 CKD & 2 34 i 2% A < A 5. NAFLD
NT2DM 8 L TAL GE i O B FE R D 2 1 fa G R R
M2, ZOMREREY, SEPR AR DR S
T2DME#H CKD R R INAE %, 5152 HLIRRH

KT NAFLDAGE FR A5 i Bl 4 2295 242 1) it e 52>



PEBE: ARl 2018 4F 48 % A 8 I

HATAE— TN\ T 28644 T1DM ) £ (I A ZI T 55 o,
SR NAFLD B35 B PRI 1 00 A2 10 R A 3
NAFLDITIDM B T 6151, T 0 2 (1) 45
TEAZIE TAEWE . RS WROJBIRE B R 995 Fop s ) [
HbA1c/K F-. CKD LA BE AT Sk afin v 00 JI5 96 5 15 A

PLEWFFE R, NAFLD® N T DM I ARE K
B, B T NAFLDAS B 203 i & =3k Pt, s i
A 25 W 39 00 I RORE B0 KR 2 A, 38 T B R A
NAFLD % V) A 26 (1) FoAth 88 B 512 10 RORE K A2 U
B erRE. @ln, FPIES AR RS DR R,
NAFLD A] PA S 80t 98 RE 1) R 2B R R, LA R L ik I A
ARG R RIMER. TALARIE M JORE DL B I
LTV RS8R 8 R K I A DA R At 8 I RE 1) B
L Z —.

4 [EREZS 5ENAFLD

DMAFINAFLD TR 5T 7 1, 18 sh e il ik &
Yl s T EENER. HAT{ENAFLDJ M, BT i83)
AR e ishish, BT TEXNAFLDINZY). BARRE
AR E ENAFLDI BRI TR —, HEHMHT
T BB 258 %A - FNAFLDRYGYY. DM &
NAFLD & #m, HE S RILBIENAFLD R &K 4
RIETES 7 EERER. BT A4 NAFLD 24
YINETT . R JLEBEPE 2G5 62 7 e DM B 3 vh
NAFLDFIFE L T HF L.

TEH P B 25 eh, OUIT RN e e — i 2K 24
Y] DA R GE R S R, AT DX SR 2 R R
HSRAE INAFLDIIZ5i6TT. BARTEDMINIRIT H,
7 FEORUAIC A ik B A 2 o B APV E v R R A, 2
FEAE—Timeta 73 BT 7F (F FF27% ADMF K R 25 RE 5 #r
H, RAEHbALCHAE A BT, (E2&7ER AR AR
PR ST 7 TH A B S A e . Rah—
T — AR L A% %1 B 33k AT % B YA 7T NAFLD A
FoN, GitaA HiRITIa, Mok R A1 — H OO 2
HFRR T RFThRE IR &S RKP, DI FFES
EEERRR. EPIVENSHE 71247 4 42 W INASH
[ AEDM & 2 75 48 FH A% BB (4E A2 R E S e REIE N
XHROBEATIRIT T 968 J5, AIENAFLDIE 34 LA
AERFEVE S 1) B A4S R N BLNGE, MR 4L E %

1P Belfort2% A\ P13 % DM AT 1 5 T2DM £ 216 FH At
W BIERIETT G, VL% 30 g 7 28 1 RN SR R 58 i Sl
o, JE T RTE6AN H Pyt — FESUNURI I A% 471 i
X FNAFLD [ 22 fif ] 6 A0 L B AR A1 & LSBT I 2H 41
(IR &5 Z AP IR F A O, BoBn i 7o 38 B, 7EERE/IN B
(Mus  musculus)$ — H XA fgi# 1d apoASFIAMPK/
LXRof5 5 3 45 22 M IR PP AE < g i AT 20, 5 4 — T0UAsF
FOUFE H, - FESUIC AT A isk B 5 A AH 2 (1) IncRN A LA
e circRNAZE 242 2 % NAFLD™. 11 o T~ it 4 27 i st
NAFLD 1) 2% fif /5 F v] 68 AL il 5 58 S5 il 77 1 19
L.

A4, BEHT R BB 25 DPP-44711 7 LA K GLP-12518
Yid4T T NAFLDYRITAH G 0. — TRES24 1)
PEREFIVT B BEATL BRI FE R B, NAFLDH) 3814 A 7
MEHIT 2242, B[R 100 mgPb % 5177 ASRE 58 4
Hh 3B NAFLD 223 (1 BT 2T 44 3200 55 b — T
FAEIR, PEASFITT BARR Uy th B AR 1 0%, (HRBA
bt 2 O 4 1) P I 8. GLP-128 4% DM
AR 3 BB #A AR A 97 2% BT — Tl AR AE A o, 5
et A G 7 LA AL, ) R 2H 1) Ak L BRAIR, [ A%
SRR 2 . B b, EREHL R 7T e —
2T FD AR HE [ ] 2 25 2032 DMUE 25 JHF U 20 242 oo 2
10 245 40 A6 WL A% 20 R AR B K. O TR 4 Rk kAT
NAFLDIGIT I FC IR et AT . A SERl se R BH, F
F7 65 JHR AT i 30 Ik 0 ) AR A N JORT I e B R 2% i
NAFLD 3t . 55 AR & ik th vl A it oo 2
AR 45 H, 83T SIRT1/SIRT3-FOXO03als 5 10 ik e
NAFLD"™. GLP-124M4 % N AFLD (1) 2 2 7E Il R il %
REAE 72 rh 15 BRI I BRAIE. T HAENAFLD 2% ff
F o () 22 4k DL R A 2, GLP-1281 4 2T DL,
NNAFLDIJIATT 25, 48R0 IX 2 1T 75 BT 2 1)
e I 5 0 L 2 Bl AL %o R 368 ok B0 LA R0k LA B %2
e

5 4

DMAFINAFLD & & A A 3R i K 0, a4k
PLR BT i R E KR F14H. DMIENAFLDFI & A K &
PR FHESNE T, MEDM B #E FNAFLD N I & GE
KA G R K. DM A BE BT B AR 1k
ANHIEINAFLD, HDM & # HNASHIE Wt
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Diabetes mellitus and non-alcoholic fatty liver disease
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The prevalence of non-alcoholic fatty liver disease (NAFLD) is high in patients with diabetes mellitus (DM). Diabetes mellitus,
especially type 2 diabetes mellitus (T2DM), speeds up the progression of NAFLD. And patients with DM have no significant increase
in liver enzymes whether diagnosed NAFLD or not. NAFLD is an independent risk factor for the development of macrovascular and
microvascular complications in diabetic patients. Thiazolidinediones, DPP-4 inhibitors, and GLP-1 analogs can effectively relieve the
degree of fatty liver in diabetic patients. When they have received long-term treatment, their fatty livers could be resolved.
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