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5 S G A8 P I 58 L AR ORS 1 AR D5 I (non-
alcoholic fatty liver disease, NAFLD ) | 4 {C 42 ) AT 15
A RS LA Ji 25 I JE JUE 0 A 383 25 L R JB 0 2% R
U S ECTR BE E T Z2 45, TSR DM Ry & A=
e 2R 4k % T8 R T D BE 4 43 5 & A= 59 DM AR S T i
PEWEFR A . T2DM I 43 =2 1) A5 25 A0 T B4 2% 6
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sors of cytokine signaling 3,SOCS - 3) [ F= 4=, 14 i fip
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B BK IR AR R . ORI Y AT AR R
B, NAFLD ) JFFJIE A 105 222 14 R 453 45 02 T2DM & A= |
R R B RSB FRIN PR] R e E LR 3K FT REXT T2DM K
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ulatory element — binding protein 1c,SREBP - 1c¢) i
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P 4 AL )2 A A AT RE S EUF S RERL T , AT i
9 0 & A2 . T2DM B JHE AT NASH ¥ 5 TR %5 U1 AH
K, SRS M R MR S A G, X 6 P R T LA i
i 3 240 A A R B R i T I Y KT o IR U
I B, NG ER R FFA, fe gEIFAR W5 AE k. FFA A
O T 240 B o R I O, PR A R A AR M I A IL -6
TNF — o JRPTER 2 09RO 0, 1 i 15 40 g I3 1
JHRHER 2R A RO IR b, 3ok S PR 3% BSGAR) P BARI5 A0 R B
JHF R PN 28 1 B 1o AR 5 A M o [ o o e R B 3R
JE i) 3% T 9 MR 5 R A LE K 1 (linsulin - like growth
factor —1, IGF —1) J IRS /= , 75 5 40 Ml 3 B 447 4
00 A R T, e R B W, 5T AT A Kk R
JF A Mg AT 5% o R R ZR R 17 TR T ) — o R
IR, 0 8 2 A5 508 B2 IR ER R B0, R R
5 Z RS ST B, DT IR A 1 A AR IR I T A
PR T R, X 4 PR 2K B 2 i 0 T 0 A R B R
2B A T, B A B TR . NASH [ 20 i 36 58
55 A LSRN By 3 R SR %, Xl AT fE e S U
BRI EZ " 55— F INKL Al fE 2 1E
FRMZR A AR (IR A0 55 (52 1 17 16 i 458 2 1 9 A s A
HEENR,

5. HF# At G 5 DM B A 5 BT & B8 JR A (new —
onset diabetes mellitus after renal transplantation, NO-
DAT) & 52 R 8% B #  H W#Y IF K AE, 29 5 30% .
NODAT FI R iy 399 95 22 e B A8 A1 RS A )i S8 38 IR AT
I AU O T A B F000 IR R 2 — o AR i IFRE AL T
SR GV T BRI A K ot K R B 2 100 B S
f8 )5 0] NODAT f fe B N 2, 76 74 J5 [ 2K NODAT )
SIRSE R P F R HOV gt AL RS T8 AT B 4L , T
FEH [ NODAT #y 3= 2 KUK [H 3R J2 o 35 PR AT 420 7
P PR RI B # h DM R AE SR KRR . B
LI IR 9 G 2 40 5 2 15 DML 2 g A 5, 2K [ e g
IR FIFEAR B A0AESr . WiE W RES 5K S Y
AR A I8 55, 552wy 2 A WA QA 2 L A A L] o o
FETE Y, BT RS AR AT L3 o 22 A R 2% 20 e 5 400 ) 45 52 Wi

T MR e o TR, MR ) 09 NODAT 2 fiF
20 P g 2 B A ST S I TR R o S A IR T Y AR AR
L, 35 2 AR B VA JT B9 NODAT M 3% i 5 8 2%, IT i
SR .
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BAAH, 2R Z UG 2, WK A5 (i
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R0 JAL, JHF 8 B B 52 ol B AT TR S5 OIF AR OG, A
RO I 8. I 0 38 0 9 5 0 B i AR v oo
FECP 220 IR) B H &, R Z a5 2.
Wi BE 5K 220 S A9 i SRR LR T B4 P BEL R 9t
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Lo 2552 J5 3097 WF S R b 25 BC 7 R O (O
VA E = R LSS LB AR ) WX DM
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KBZ Tl aE I A S AMP 0SB O B R AL
JEM SREBP — 1 1936 1, [ i 4 i) g 58 2B A3 A
S 2 1 TR 3 38, 8 n s I 1% 4R Ak 45, DA T B AR T
JUE 8 B /AR ), i3 /0 BUAT A s AR 3R I s A2
PET L S gR PR (SE EEEE AR B KR
e HIH) B g SE I AR R B R L AF 5
BRIZTT RENS 2 IR R R 2 OB I TUAR 8 AE 3R
AR A0 I I A R 2 b g Rk ek R BRI
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W B RS TR ) BAT 2 UTR B L AR
% WE5E s % 05 vl Al DM & 3t i AR i iE K UM 40
L4298 T2 8 1 Bax SRk H, ML T2 Bel -2
B VA ] A0 A O T, DA S 4 A R A A
P

2. R IRYA YT B SE R, Y IH 20 X R i
B FIBE IR 75 2% 5 = (0 T 451 5 DM BALB/c /)y LAY IfiL
Bl LG S RN 5 05 BT ks A D, L T e S
o | Ak W) 15 Ak [ ( superoxide dismutase, SOD ) Al
A I Bk a4 Ak 0 Tl 1 O T 1A e R A
T 15 1 % (reactive oxygen species, ROS) 1N — B
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HRHL I 2R 40 B T )2 I W BIE 5T, HL I R AR 6P 2
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BRAC 25 B2 BF 5 1% Pk e HC A v 2 Ry 7
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