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ondialdehyde , MDA) 7K ~F- 4 il NO & B | ¥al 2 Fii K filr | kg 20>
CAT #1200 T2 K03 RGBT 24 A v T MV Y - 1 B 5 45 185 5 114
JEACK 3R b, A ThEPO 1AL T, i 1 By 4% 20 e 5 500 A0 40 i 4T
T2, HAUR 5 thEPO Y] &R IE H,
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78 VEGE W] i a2 i 1 J =6 4 i 45 000 52 06 20 04 0% o, 1 1
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R A X,
3.2.3 AR HE AW LI5S MR . A B I8 A -1 (glu-
cose transporter—1,GLUT-1) GLUT-3 K& — & Hk [ fig AH 5C i
0% 47 1 (aldolase, ALD) ., FLM& I %Ll (lactate dehydrogenase,
LDH) , 8% /i 5 1% 3 [ (phosphofructokinase, PFK) . P il /2 4 fify
(pyruvate kinase, PK)A% % ft5 5L K 45y HIF-1 M0 EE I B4R
A BEE e HIF-1 75 A7 I At il R 28 W ds 4 P o Rk, 2
N 0 s RIUHE A, AR RrRe AR, PRETIGALEL,
Jone 5 POIAG 40 79 Ak BIUHT A K U & B Bk 4 mT 5 kR T 2 K
FlHIF-1 FRiXFE M3, GLUT-1 FE PR R 8 1 3R 36 L,
R AL ALD PFK Al LDH 4 H 7K F- 38 i R UL 1 26 1k 5 fift
B9 mRNA ST DR, 7 SR AU, K S 0 1% Ak 16 140 56 T
ST OIS HIF-1 09 5% S 4%, SUAETe HAR AL, 94 15 BT [
B & B, CoCl, 78 Al i 7 HIF-1 F ik, Hizd A 5]k
GLUT-1 ik PRl K JHC Al — S A T it AR OC 48 26 P 1) 2 35 185 n, 42
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3.24 L P450 2C11 %Kik 40 (4 5 PAS0 2C11 2 &I
Jig S5 4 B b 3 G5 B9 — B B AR DU & R (arachidonic  acids,
AA) FHEALYEG, ERefl AA FCHHY R R T ik =06 R
(epoxyeicosatrienoic acids, EETs). Alkayed 252U i 5% 3% B
P450 2C11 245 T ol i 9904 PG 5 (9 % B i 1 52 . Bl A
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