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95% LB bR 2 ] )5 N Rz 20 M 3% 5% 55 ( Scien-
Cell );0. 0Ol mol/L W2 Eh & vh i ( pH7.2 ~7.4 ) JR4T
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Sy B alifbian & S sk & ( Promega ) \PCR Mas-
ter Mix( ABI ),
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RNA FH #% R 2 1 43 Hr AL I 0D260 . 0D280, it 55 &
RNA 4iff,0D260/0D280 HAEAE 1.7 ~2.0 Z ],
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% :Forward 5= TTC AGG ACA ATG GAC AGC AGT -3
“,Reverse 5= GTC CCA CCC ATT ATC AGA CCT -3,
Pt B K 306bp; E - ¥EFE K : Forward 57— GCA
CAT CTC AGG GAC AAT GGA -3, Reverse 5" — TTG
GAC TCA GTG GGA GCT TCA -3, ¥ 4 A Bt K JiF
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ward 5” = TCC TCC CTG GAG AAG AGC TA -3, Re-
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1 HESHEX TNF - o TSANOHEBME N EHE P - %
#E E-EEEFR p38MAPK mRNA FiXBIZME( x £5,n=9)

il P - R E - $HR p38MAPK

IEFA 1.154 £0.245%% 0.468 £0. 0262 0.775 +0.195%%
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APS =4 1.374 £0. 159242 0.767 0. 13022 1.001 =0. 08524
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