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FEREYLIR (Santa Cruz =) ,
2 FE
2.1 HHEREH 36 H Wistar KR OMEHERR) (A85%E
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EEEE 1.
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- HCl, 3Bk pH 8. 8 #) 0. 5 mmol/L Tris — HCL) ,7E pH X
8.3 iy 25 wmol/L Tris — 192 wmol/L HEER — 0. 1% SDS 1,
120 V.38 mA & FHK 2 h, 0B RFPHERZKERE
BEEN(BEENSE R Xy 48 mmol/L Tris,20% FHFE,39 mmol/L H
RR ,0. 037% SDS) BIFEFRLF 4K 1 (100 mA 44T ,1 h) #%
ENETEEI PR (10% B AW H) ¥ F 1 h J5, SR KER
p33 ZREEDLIAR(1: 500 FHR) B AR (4C), KRB, FRa0w
VEFEEN IR B IR A BRAE BERR B AR 10 19 T HE(1: 3 000 75 %)
FEEBEET 2 h, AEA0.1% Tween —20 f¥] PBS % 3 1%,
ECL .2, GDS8000 ¢ B AL A A&, 5 V2. 03
SRR SR AR ROGBE (A) fH
3 GitEaE

K FSPSS12. 048 3R A Ab 38, SL IR $03E il % + s 3Rw
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1 FALRYIF HE 8

e N2 R R A Y] Jr HE B 68 7] IS UE s, B I
B CRE R E R R, R R A 2. WR
HRBSLE L X RIERA R ER, EFHRRIE
s X R 2D W o
2 #%H BALF th i B fn 0 h 55 18R

Bl BALF P 4RHf 5 %0 Eos 35 B2/ T R4 (P <
0.01) (1), ¥RA BALF 40l & HUR Eos ¥4 B2 T
F&(P<0.01),

%1 BALF iRt 8IR MRS H

Tab 1 Total counts and sort of cells in BALF(% +s. n=36)
Group Total cell number(1 x10”/L) AM( % ) L(%) Eos(% ) N(%)
Control 30.00 +1.71 83.88 +1.19 3.85+1.09 6.69 +0.37 5.59+1.79
DEX 33.33+1.67* 71.77 £0.90 9.73 +1.02 12.74 +0.97* 5.49 +£2.25
Asthma 47.67 +2.50" 69.04 +0.77 8.55+£0.77 16.25 +0.69 " 6.18 +1.34

* P <0.01 vs control group;*P <0. 01 vs asthma group.

AM : macrophage ; Eos ; eosinophil ; N neutrophil; L:lymphocyte.
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+598) FIxtHRZH (21 060 +3 494) (P<0.01) , 0L 1,
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Fig1 p53 protein expression in eosinophil of BALF. Lane 1,2,
3. control group; Lane 4,5,6; asthma group; Lane 7,8,
9: DEX group.
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