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T R B AL 20 S 301 g SR B HG 7 AR B R AL T A
TAMLA = A & B2 2 I 100 A # (interleukin, TL)-1 TL-6 .
Jil 88 IR BE I F o« (tumor necrosis factor o, TNF-o) %5 , i 58 &
B A% A F-kB (nuclear factors-kB, NF-«kB) FIE 43 24 56 1k 1
U (mitogen-activated protein kinases, MAPK)J& iR fi2
Je PR 1 G B S - 20, 100 IR 22 8% (lipopolysaccharide,
LPS) nl il it & BEAe AR A, (0 4 iy e 3R 5 BT I
(silent information regulator 1,SIRT1) HE T8 RiEE A Bl
(high mobility group box protein 1,HMGB1)## # ,HMGB1
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P 200 SR AR L, R FERE B, LPS Sl iR SIRT3 45 SOD2
X OBAL RN LRI - A K& ROS, B LR 5 B
TRV M, AT BEIN N B2l B PR S0 W SRR IR
BEH RIS SIRT3, /i SOD2 1Y % S Wik, > ROS 7=
FaZE N B2 AT, G 3 DR 47 P S0 3 1 TR 3 e B R /D BB
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