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LR R A T 0 5 68 R A1 0 T FR AE MS )
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caspase-3 Ji SR T, T 80OM 2 oo 1217 5 [ B ek
& Ca™" 8 #A 25 2 BUZAL R R L L R B, oAz
AL, Ulshofer 2875 38 o o F ] 45 44 38 W7 BH 1B
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F AU A AN M, AR M S e AR T TE R
B, MPs 378 B0 J5E T 9o k0B A8 00 kL GO Al
FEEE SRS B0, i 2 AR VR DDA G, ARk
78 MPs 47 2 B A, M1 A S BAFAE T MS i
B, DL 234 CD80.CD86,CD40, MCH I , B¢ ik
MR IRIEE T o HATME A R 1B HATME A R 6. H
RS TR 23 ARRAE . 2 B0 2 R IE 1, 42 A i A
2T T AR YE EAE &, M2 WAL T
R J5 1, 5 F K CD206 ., CD163, 43 I 11 40 i /- %
10 FIFA B W 2, B3R e il /E T OF B2 ot 4
BRSO EIGE T MSHR RPN e, —F
(B SE W i e 1) 7 1) . B X MPs BIFSE TR A
BIRAH T M2, M1 3R B B 510 A 50N 19 i 1
T B TR ISCOBE A AR b R AN N DT PR S n 4 n A AR Bl
A5, 2R AR ) A SRR B SR 0 e A I TR AR T B
e 3 AR A 5 1 7 R 4R U 22, 9 2 3 (mammalian
targetofrapamycin, mTOR) , ¥ 5% [H F Myc FK &
B R 72 S DY 1 i A A T R b A
B4 ATP FUN B R . 9 TR 1R e 7L IR Ot i R T
A FLRR RO ML AN . A b 00 R M i AR
rh L 6Tl R A M O 22 FR AR ) A LR T 3B IR
TR | T 22 2R 72 40 M X 5 B 28 ik TR JeURE O
U5, R OB B AR b = AR 0 5 B IR AOHE T TR & Al
B2 f1 NADPH,NADPH J& NADPH 1k il = 4
W PEE R OCHEN 7 7 5 0 Y 40 AR T MPs
AN A AT — 22 A ) HE AR 0l T =R TR
T v 2L R S0 it O P AR LA RO I A i A2 b b
FER R o B R IE A IR ERAE RN L 40 M PN B
iR 2% 3 ME B, O 4% 3 45 2R & DNAH-7Z il 41
P38 Sl 2 AR 1) 7= A B 1] 9 e L s i, 5 3K
SORLANE PR A ™ A, SR AT PR S8R 5 0 B RS
2 HF laChypoxiainducible factor-la, HIF-1a) s A
11 A2 A 58 A0 PR 7 TL-1B 9 Rk 5 o — S HE R
R =9 N B A AR 2 — &
PR Bk 15 A 2 e Tt 410 ok 1 017 T R Y B 4 5 BEL o
HEA GRS G 7 W2 A A R Ak, M AR
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W38 T AR RIEAS 5 1 oy, T R 5 1%
5 BRI R (T BH R S 8 B RE L AL 4R £
AN T A S E]  AN A |  A
A e T A B 4 5 R R P mRNA B RE T,
T —1~ RNA-Bg — QB P25, an R AR L H
-3 T T d S Tt — T TR A O W T i T8 05 M 1S L O
— 5 T X AEBE mRNA B AL A6 TNF-«
IR PRI L A P A AR 38 BE R T
Y {0 J5T ) 45 A8 RN T RE 40 W 1 A 7 0 FLER T DL 41 4
11 220 26 (A B 2 Bk HDAC, M T 384 n 2, 1k £k i 3
ik, M H, NAD /NADH {8 3 55t %
wi [ 25 20 75 (08 2 WE B sirtuin 1 A1 6, FLAl DL
TG AE B 40 5% 5 7 4% T B R T #
AR EIRHIEEAL . TG 3 40 3 0 3 1% 2 1 0 A 45
& A H B AR B AR AE TR R B JE 3+
FIE SR K, 350X 2 R LR g ik, mkn]
UL MPs 1) 575 40 M AC 35 52 ) MIS Ho 2 Rl 4% 5E 1) &
JEE A 4 B AR 5T 5 MPs B 28 1% M T fE R IA
TP S IR R AR, AE LPS i3 % /)8 e 5 40
PRSI RY H L P9 R — R B B RT3 i 1010,
W TL-18 22 3800, AR R T R B OBUK AE
BMDMs /)y AR A i i AMPK 4 #5419
YRR VLA S8 RE A L F TL- 18R AR i 72 A0, R
ST MS i — S — 23R 97 259 T LT A ok
RUHEAR, W DR — F R T LB -3 8 R
RN N R A R 1 B N ! B DN SRS = 4
fiff 1L R ST TR 2 W E S AT A 7 DR UK R 1Y 0
PEACH ™ W, & AT LABE $5 7F AT 53 H i ] S P
i Mo S, 30 T B ik B 40 3 T B 5 R ST AR
JYie AH L B 245 24 22 M e 0 o) — S0 3L 8 R T S T 1Y fiE
FI5% 2.6 5 HWE T jk E 40 B 356 78 0 40 i VE A
A0, B S 0 BB G AR A R LA I R4
RIRE KRG MS T — Rk . 5ok,
— TS P B UL AR R B B U S — AR A
MR Z RGP E H 0 A TJ5 ¥ % 07 15 Re 5 Il %
EAE /N A CNS #5145 fil ol 3% 47 Ry 22 45 /0, X
2 R O B A8 A T PR R R MK T B T R
ROV BE B 1 B G g M bk B A0 T P B i R R R
FFR SRR B . R ST b IR IR AR IR T R
KRR AL MS [ HLH] C AT 2 (X SB35 97 X6 T
HE R MS RAEME MPs & 5 A % WA E 2 4ok
PRAR S 19 S5 5 20 2 52 T 5 885 18 52 Ak oS A K H AT
WA A FEE— Y.

7 &nEEES MS
AN B RHL R A H I HES MS By

B 2R ATHE S A7 %, Castellazzi 0 iR T MS
0 S o e 1 0 0 T A 2
ML F I MS oI R IO R R 40 L o
BRI,

8 B &

AT AR R T OB R T BE A Y BT 5 8 i 0 2
S5 R A 35 ZROR 1R DNA Bk 2 ki ik DNA %
AR AR DNA P8 DU [ 4R R 23 5258 T Al
U SR O N 2R AU R R L Ca® R T
RESR T L S 2 iR | g s IR #R il iES 5 MS 19 &
L JF A AT RERE e e Sh e AR PR e . FHOC T ki
BEAFTE MS LTI AT 5T LSO S 25 W10 )7 52 38 32
BRSNS g T 1 B2 AR AR R A Il PR I
AR T AT 5 3 ek (e P s S 1P 8 i A X
LORLR D RERR G A2 MS (8 H L HR AR MK MS
S TP A TS AL LR 1) LR R 1) 25 036 97 SR
PE— TR E .
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