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RE MR — P PR G R A R S, B
LIS SZ K (pattern recognition receptor, PRR) P Il
J7 A0 k% 4> 7 B A (pathogen-associated molecular
patterns, PAMP) Hl 4t 14 #H 5¢ 73 + £ 20 (damage-
associated molecular pattern, DAMP) F£3#3 78 JiE [K
e R A4 1 (caspase 1) 5 1520 B 5] 5 1 B 8 70
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WEBA NF-xB ) 2 2 5 Mg 1) & Je fidk g, DAEHO
LR TR R B, 25 LR AG I sirtuin-1 (SIRT 1) 7E &5 #i
M R IA , B SIRT 36 R 1R i 98 4 i 2 6 B
HE 20 P T S ERRAE L R AIM2 L RIS R
i /AR S B O i TR i 3R A adE — D I SR IR
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AIM2 Fil& B8 220 B0 8 ATM2 (1) 45 i 88 40
HHATRR, R I AIM2 5T 68 B 55 4051 285 i e 4 B 1
BUFERE 7 5 SR , 3t — 25 Xk &5 e 41 B Fr 40 B 7 4 4y
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AIM2 751877 e kAR R R i R e e AR -
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