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BIFIRE BBk, LR AR BEENEBEY R
—o FFA XU 43 91 #1ig B5 BR ( saturated fatty acid,
SFA) . B A 48 F1 i8 B BR (monounsaturated fatty acid,
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B FEAETRRAT , MK FFA WA TE— AR
HIKF, BRI E X FFA MR R EEEH, T2DM
BH R BT FFA KFBI B F 5, 41509 SFA
FIMuFAFH & PuFA TR, ¥F 2850 A 8 & 8UR
P i B8 (hormone-sensitive lipase, HSL) M5 & H i
B (Lipoprotein lipase, LPL ) [A] #9442 i & IR it
FFAFHRIM— A EERE, MERMTIRER,
B Wi &% 3B 3 A (phosphodiesterase 3B, PDE3B)7E
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Ul b FRA ZKERERED
1.2 #ERBRNME @GR FFA XTI
5 B 40T RE A B R 5 UK BE A A DAL A 4
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5 E 43 W (glucose-stimulated insulin secretion, GSIS),
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apoptosis) . FFA FE @ UU FAFE MW g 4HT)
BB (1)30 I AR+ — 48 1% 7] 5 5 &) & -1 (pancreatic/
duodenal homeobox-1, PDX-1) BB HZEH 2
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3% (hexosamine biosynthesis pathway, HBP), FFA ]
f B4NMFS 5 HBP & 1,6 BRI A B (1,
6-fructose diphosphatase, FDPase) 1 N-Z, BE B BR % %5
¥4 B % % B ( glucosamine-phosphate N-acetyl trans-
ferase, GPAT) ¥R iAW B3 I, FEE BMIE & R
B T 0 A R g e — 7 T AT ) B 4 R
P, AR B 40 O R 2 b O BURR A 5 5 — T T T g —
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synthase, iNOS) #7=4E . Gt AT B SKERBE CoA
540 R TR AE #2 B FR A7 18 Bk % 7% B8 (serine palmitoy]
transferase , SPT) AL T 4 B, ILHK FFA 7K FHp4E
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Bt CoA Be M A MM A Ao o0 428 Tk o VT 38 3o 35 fh A%
A F «B(nuclear factor kB, NFkB) _F# iNOS, fifi —& 1L
RA(NO) & BN, NO JRYER) B B Ul £,
DNA Z 4515 A MR 1= 5 Rl , K i) NO & vl i >
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JERRE R T 80% K MR LR i B 8 WL oE
B, B UL R & R Ik R ERAAERS  BRK
B35 AR R 5 2% R0 0 UL P 2 W A )
F0t FFA 5B A LR # X %R, 1963 4F Randal
FRE T HENE-NE VBB IF (glucose-fatty cycle) ¥
B, AN LR P 3% 755 B FFA RIS ALA M Z Bt CoA
FFPERER & B 7t , S A4 ) P R A A S T 1, A
TR AR R R RIRIMF SRR T %
FU; R R B ME PR A BETE MK FFA Y &
WIH 2~ 4 hEA SRR — e R RS R,
BN FFA X5 B8 LI B 5 BB AF 7 1] 4
fER. FEERBFZR K FFA W R ERS R G
SHIREEMED RO EEERE, X5
FFA #0525 & Z A 4- 1 (insulin-receptor substrate-

1, IRS-1) W ER BB BRIL A %, IRS-1 & IGF-1 %
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RIRBRIERRAL, B E T RES A IIMERS SH2
KIS YR O B AR B UBE-3 6 (PL-3K) %, PI-
3K SRR B L0 A B 5 P B A B e 2 1k GLUT4 [ g
RS | R A HE S B N W R S o, s
A3 GLUT4 [n] fu REAS A (AR GLUT4 L3, M T
R R A NS, FRA A BB UL AT
512 DAG M E R, 138 3 30 2K A C (protein
kinase C, PKC) T3 IRS-1 Z ZMBEAL, 1] RS-1
W E BB ER 1L, FHAS IRS-1 X BE S RO AE ALK
PRI o A2 P9 B2 AR H R, PKC B 0% W18 i
IkB-o/NFkB B2 3 — R UEE T RE, 250
RAMRG™ . BN B HMA 2 REE
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IRS-1 ZAEN IGF-1 2R K Y E 15, FFA W] 3 4
il GS/IGF-1 %5 % 9 & F ¥ B8 B (protein kinase B,
PKB) 5L B 4HM A £33
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BRARBE RN —AEEN I, BYET
1 ¢ R 4 % =X T T 2 38 34 ( phosphoenolpyruvate
carboxykinase , PEPCK) i) & B, B 42 it S S BRHE A UL 40
FA AR R, VW S A SRR, AT S A
ZRRET , MW £ 2 b AP %8 5324 (hepatic glu-
cose production, HGP) R4+, 7E[MLOPEAERE R aidE
PR B T AR P B B 43 B A JR B FFA @ T
HIKERBA A, E it — RS TR
BRMBEF o X 2L B I AT 40 M R 2 W B 5
FACHA TR R RS ENE S
REGBHFE. 5EHIAMAEL, EEwkE
FPATFTERITEBLT , P B 52 1k GLUT2 A
GK HyZRIA ML B , B0 T 40 ML X A PR A
AN HR, AR F S, M% FFA FHE
f&UL T, PEPCK ¥ TH 8, %0 bi-6-BE B mRNA
IR PR AR 4 = R /N
HATHRIR AN, EREENRABNERT, i
HHIA RS2 BB H K H Bk PL3K (5 M40 2 R
gt ik TR T ER RS RSB NES, A
MR & B IRS-1 KB B A84E , IRS-1 75 JFF ek gk
BRESHPER RS REAMHIEL.
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Ro XERH MS X—MSNEERRA, BEKEK
LERABAFREMANEE E. FFAFET L
S P B 40 B A48 455 R LB P B S R A R
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AT BE-5 M8 SR F-a (TNF-o) 15 S I B 40 M 1=
B B R A R A — S LA A B8 (NOS) 1§
ek A LA % 40 R 3 A B 4 e 2 B A A P
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folo A MBL Y TNF-o Ab 28 Y &5 ik N S 4t f, 7T
DL P E AL R B 55 , NFieB T75 1 33655 70 40 1 [RD RS
K43 F-1 (intercellular adhesion protein-1, [CAM-1) 7
BRI, SN FFA T RBIE T TNF-o /15 A EZ 40
HIRIE R BEo BFIE % IA NFeB B 45 L4 79 1%
ICAM-1 1 NOS % % B i) 35 51 2 R AE R ML, [) i
NF«B F)B0E 7T RE B ShABOR T 41 st T A2 1 ok
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PR M A A 3R T 4K AR TG 4 R T 58 O S5 R
ZGBH T SFA B i 148 P R B AR A,
HEEETEEHRTESS FFA ST RKEHE
Ao

B VPETITERERE MR FFA KF
Hofn K2 M IEAE, HEIELH 2R MR
FFA 7+ 55852 A i B B — AL A A 15U (endothe-
lial nitric oxide synthetase, eNOS)RI7E 1, P9 K2 40 1Y
A NO WA T B A A B £F Sk BB IR . HL )y
BB P 1) 553 2 AR 10 I A o R A2 LBV A 00 B ) BBV A
ZBEREE R Bl — TR 5 A A A A [
NBESAEER AN B 4/ 4RO 1 1 T TR T R
it B AEBR ARG A9 RN, R B FFA FH Al €
90 M EIR 2 B E W55 Z BHIRR A 2 10 B &7
SKIhRE, 3FIAH FFA K w2 1 15 i & Dh RE 12
¥ IR L DA B I A A i & A R B

MEE KB o] LLE H, FFA 76 MS " i94E
FREHMAAAZAN, BT KREMNAYH
P, FFA BO7KE RS 7 — R R B B2 T LAFE
H. B, WA HBH FFA 5 MS R RFE
FAHLEIXT TR ANAF MS R E S 8RO M B R R
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