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ORI 2340 SR 1B 7 8045 - (H B H T 1k 205 41 41 b g 1Dy S+
YU 25 AR . B Hagberg 551 UEBY T 104 9 %
A KT B(VEGE-B) 55U % UK &, Ll VEGF-B iy 48 &
A LA i 9 A2 3R I 0 AR AT g LW RS, X 36 7 B PR L T
DI RAE A BE R L. A3 VEGF-B 5 g A4 ¢
P 5% S AT Rk

1 VEGF-B

VEGF-B & % M B2 A K B (VEGFs) 5 Ji% Hh 3¢ i & 30
W T, K% B8 a5 VEGF (4L #k VEGF-A) | VEGF-C,
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10% (Y Wl 28 1 L S8 A 55 43 W0 11 Oy 25 L 32 R il A8 P9 R AN B A
R T 3%Z & L(VEGFR-1) K 223 Jik-1 (NRPD) 5] & — & 51l [t
BT, VEGF-B 3 %4 ik 75 Al 1k 4% 3 T 5% 1 28 20, 4 45 .0 BE
HHAL B EARALBADY . KEFRKER A VEGF-A,
PLGF J2 76 IfL 48 A5 B 98 428 1 4 3838 Mk L P Bz e &4 P 7 Tl R 4
WEAEM, VEGF-B 15 L4 98 45 J5 i 09 7E & A W i . Bello-
mo A5V /N B AT VEGE-B 35 R B 5 00 J0E K /N 45 36k
TE S B A 50 WUREFE SO Lk 405 - VEGE-B 3k P 78 5k 40 19
/N BRI 1 A2 D) i W % s VEGE-B AT 5 5 56 ik 7 Bz 40 g 18 51
2500 R A R 45 L R A R R . 5 4h VEGF-B
AR 2 Al ok B R

Karpanen %5 78 5 5 P /N B UL 4T SU4F 5 0 19 5 2R 5K
VEGE-B, & 3/ B0 WL 20 B 8 R B O Ik 2 28 4 &2 Tk i 0 AL
B WURE K 5 i A8 A8 BT B 58 0GB O HLR LG B 1 A O i 4R
KL LA O e B L 328 VEGE-B AT 58 A . Hag-
berg 450 ) s 5 3 4 BipAE SN & B VEGE-B 3 A 2 34 481 5
He R iR FIEE—NADH BLAHE 1 o WA 5(NADH de-
hydrogenase 1 o subcomplex 5, Nadufa5), {1, 2% 4 ffi C {4 4 jifd
(cytochrome ¢ somatic, Cyces) #1183 H 5 H fth 2 ki (& 5 K —
M2 B b A A W B AR B M W OS2 Ry BB O T o«
(aPPAR-y co-activator 1 o) #8145 ., VEGF-B 5 £ fi {4 55 [F ) 3k
[F) 8] 7 5 2R A UMb TR 4 Ik R 0 0 RE e SR IBUEE 3L T 1R S AR
¥ ESE T VEGE-B 1 VEGFs % % o 2 45 it 4F 11 B 6
R
2 VEGF-B 55K i

fie o AT IR SN R ALE 00 IR LB B L. BAT, MK EE
g W5 B AR g 3 2B RE R IR B — B RE A8 B IRUNS D7 . 1 AL g
RYE. YR W) IR G 2Kt K 8 R 17 B2 (long-chain fatty
acids, LCFAs) ¥4 i , 78 ML 898 25 o DL = 1% H 9l - 8 28 (O U
i T R N TR AE B W T AN W BT F g ik B
AP S  Z EEH e A1 R AU L P B T 0 B U Al K
I WL B R R . LCFAs %32 S 41 412 3 F 4 J2 11
PRI 0 3 BhiE B Lt . A6 4 X S g 2L P R
AT LLE B— A 5% 00 AR 3 R B ok 45 R 41 6 T LCFA 1 48
B, CRIPEE LCFAs 5535 A 2121 40 M i 85 11 036 45 - IR i
Bk % i i [ (fatty acid transport proteins, FATP)1~6, i i
Z K CD36, 44 o N 5 115 B2 45 & % [ (intracellular fatty acid
binding protein, FABPs)!'*

VEGF-B fiz i # & BLHA A 3 41 28 09 B2 40 i 43 L LCF As
MRERRAE F R U7 05 5 B FATP3 il FATPAM™ 76 40 i 50 56
TN RN VEGE-B 1y 3k il H il FATPs (1) mRNA K &
FiE. T RS X — A3, 70 A IE 3 /N B K VEGF-B % [H
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R A4 /0N BRHR 43 B M0 JIE R BATT R P9 B2 40 i, & B FATP3
M FATP4 (4 335 th B 8 3% 22 5. O3 4b, B/ VEGFRI1 FI
Nrpl #i /0 BlC WU S 36k 2 26 35 FATP3 FATP4 . 3L B 9 3% xf
T VEGF-B {5 546 i EZ "5 H VEGF-B-FATP {5538
AR R B g TR UL - 3- 7% I 1§ i 1% ( phosphatidylinositol 3-ki-
nase, PI3K) . Ffi B 3 2€ bR ic 18 B8 LCFAs KB i B /s 52 55
HOR L EZ W VEGF-B & A B ER /9 /0 B0 I B 85 JJLFT BAT X
JI 28 B0 5% HROAR Ll B T IE R /D B 3 D T 6 i I 4
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FAE AR NG D7 4L SUITRR 23 X LA AT Sk A RS2 (5 3 #8431 .
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M e 28 5 Je Ry 2 BURR PR . MR 5 R AL 2 MM bR &k 2k
B O BT 5 — R 50 B R A 6 L B T i g 2R AL L = i R
By I 5 B B A LA B B R A 4% . Hagberg 250 45 T il IR R
BRI /N RAR 5 ME 45 & VEGF-B ) vh 0 Bt 4 DA T 245 28 1 )
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CEERERWHSEZSWIEEINALAZESKE. Wit
VEGF-B AJ g & — A6 57 Wl R 008 (1§ 2

LA VEGF-B 2y 8 (5036 7 08 PR A7 72 — 22 m) J . WF 50 o
AN & VEGE-B e 5 B B A 2 24 34 1 ) HE K 1 /D B 4R
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AL R LA S P, EH VEGF-B & & &5
Wi P9 5 7R Gk — L RE M R TE AL .
5 VEGFBIgKEARRE

VEGF-B Iifi i 4 ¢ 0F 5% 19 B $2 iE s 5 ik = . VEGF-B
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WATHR ARG IR 2 . ¥ VEGE-B 1 Jy L 5 51 1M 8 25 L 250k
PRI A2 15 43 Jo0 B M PR O I & JE LMY R AR A R IR ABIE AT .
Sun ZEUH — 004 240 A B BT TE 4 BECBF T Rk B4R A
VEGF-B /K - 16 %% bR 5[] fit e A BE h 0 0 B 22 5, i 7%
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FHOCHK . (HAE 2 AUBEIRIR B H B VEGF-B K5 C &
LB R A DL R =R G BE . [\ IR 4y B B VEGE-B
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Z LR
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