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1. =ART A NVAEZ 7Bz L 5 NLRP3 inflammasome #&7759 IL-1 8 &

HEK293FT a2 v 72 NLRP3 inflammasome OFHEZLRIZ, EGFP £7213TART U A /VADK T A VALK X
VBERBT L7 T AI REEAL, 24 B%RORE EiETh o 115 O&% ELISA CHIE L7-, NLRP3
inflammasome {&1FH972 IL-1 B OHWEIIIT 2R T 4 7ar hr—L e LT A 7NV P A)LANSL #
WNOBEFRBT T A R [4], BAERMIZIE, 24 U=/ 7 L— MO 72 HEK293FT #ifaic, 30 ng @
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DITRTG TANADE T A NAL o REETNIA TN T A VA NSL Z o\ EEFBTH 75 AI R b
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