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W E ALY B (MPO) TE PE AR AL MR , T SE AR ST I R P AR AR LS . 3%k Wistar KL 176 R,
30% AR E AR M B2 745 , R FH %S 5% PCR 7735 43 B RER 1 J5 7 1R) Bt 4R & S A [ B 1L 470 9 /5 il L 48 ICAM-1
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E TR, A BITEGE 12 h 1 24 h X BIE &, U35 8 h A1 24 h YIFiZE Shi V095 -0k 0 B — A, (B F45 — 1
WM, Hi/5 96 h RS IEH . KRUIHILF 96 h VI TEM G 7 d AR IEF 4Kk 5288V 309 64 il 41 41 MPO
WL 96 h IRELER WA E MMM Y — AR R K. &g R I 2: B IR SE4 4T B I
JORE A TR R A B 2 RO, B0 T A B A A IR & AR ICAM-1 Z8R5 B 43T, W Eh R 40 T Sy b M 2
Ffxst A B 40 B ) ik — 2B 48
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The effect of escharectomy during burn shock stage on the expression of ICAM - 1 and TNF - o. mRNA of rat pul-
monary tissue HE Lixin, GUO Zhenrong ,. LU Yi, et al. Burns Research Institute, 304th Hospital of PLA, Beijing
100037

[Abstract] Objectives To study the rules of postburn expression of ICAM - 1 and TNF - « and the rule of the
change in the MPO activity in pulmonary tissue; to explore the influence of escharectomy on the changes in the above indices
and to clarify the importance of escharectomy during shock stage. Methods One hundred and seventy six Wistar rats with
30 % TBSA Il degree back scald were used. RT — PCR was used in the examination of the expression of pulmonary tissue
ICAM - 1 and TNF — « mRNA and of the change in pulmonary MPO activity after escharectomy. Results The expressions of
pulmonary ICAM - 1 and TNF — « mRNA began to increase at 4 hour postburn and reached peak level at 12 and 24 hours
postburn, respectively. Their expressions returned to near control level 96 hours postbum in rats undergone escharectomy
during shock stage. On the contrary, they remained at a relative high level even on 7th postburn day in both non — operated
rats and the rats receiving escharectomy 96 hours postburn. In addition, pulmonary tissue MPO activity fell to near control
level in rats undergone escharectomy during shock stage, but it maintained a high level in rats in which escharectomy-was
not done during shock stage.Conclusion These findings suggest that eschar could induce the production of endothelial ad-
hesion molecules. Therefore escharectomy as early as possible is very important to prevent the expression and release of ad-
hesion molecules and the development of SIRS.
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455 P B2 2 3 R B AR AE K5 R B 43 F 5 3
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B EK (50 ml/kg) Bifk o, BEMLAT A 4 4H: A 4N BR
S Uit BRAL 045 R R, A 4.8,12,24,48,96,
120,168 h 9 AAFAH A s B H 015 )5 8 h VI, f 45 15
J& 12,24,48,96,120,168 h 7 AT 5 C 44505 24 h
i , 555 )5 24,48,96,120,168h 5 /B AR A ;D 4H
)5 96 h VI, AIE G5 120,168 h i EHAH . &
VI T A [F B AH S — IR VD45 & . BB AR
8 Rah¥y, Likzh# T &6t A 1SR, BUM 44 B )
ANRE

1.2 filiZH41 RNA $2H

BUR BARTERI 2 50 ~ 70 mg, AT (9575
e, AR VR 0.6 ml, BYRE , UKIB 513K . SR
F1.5m BLES, N 60 pl 2 mol/L NaAc, i iR 5
JE A 0.6 ml By : A5 : 5 PABE, 3R 18R 10 s, VKA 10
min, 12 000 r/min 4°C, B> 20 min, L FEBA S —5
ODEF,IMEEFHE, - 20 CHCE 30 mn, AR5 H
ERFZAE L, FF EE MBI 75% X, iR 5 &
O, FEE T8, NiE & — AR FR — Z B (DEPRC) b 3
KRR 50 f5 . TEZRIMPEIREETT EIIE RNA Y2
TR EE
1.3 HE#R cDNA &

FH 38 55 5% B 7 125, $% Promega 2 138 5 4R F &
VLI B ERAE, KA E 0.5 ml B0 R A R
TR R BAEAR RNA 2.0 pg, NJC RNA BE/K ZE 20 ul, R4S
B0, 42 CiHiFEF 60 min, 95 CAS1E 5 min, U JG 57
BIvk#s B0, - 20 CIR-FE
1.4 HWEEKPY H(PCR)

ICAM-1,TNF-o 5|4 B3 4t 52 H B} Be 5804 M 0 52 e
A ARIEARF R B ZEE, [ 0.5 ml BOBEFIA
10 x Buffer 2.5 pd, dNTPs 1.0 pd, 3197 1.0 p, 0% 57
0.5~3.0 plo MNTCHE 2B F/RFNTEBRFE 25 4,
B BB 3 , 76 PCR [ AR 5 min, 85 CHKMAT
BN Tag B (1 U/E). Wik HREE Y &0, W
%1,

®1 AAMBMERTEAFES
Tab 1 PCR condition of two mRNA

K IEHR gy Bk LS
ICAM-1 95C,20 s 55C,30 s 30
TNF-a 94C,30 s 70C, 1 min 36

1.5 PCR F=HIH9#& 0

FH 0.5 x TEB il % 1.8% B IaWHEERL , T b7 i 4
BREIGRHEIZE 60 C, IMABRILZIE(RERE N 0.5
pg/ml) , BERE FHIKIE N, B A G ineE, B R r ik, 525
JEHERIMEMLEUR 43 7 R4 L ATEAE 0, 45 R L
H A mRNA 9 OD {5 mRNA &
1.6 filigd 8% S AL R (MPO) 16 M 2

B ZH 2 100 mg, A SISKE M 1 ml, VKIEH5)
3,3 500 r/min 4°C , B.L> 30 min, % b, 1 HTAB 1 ml
BIF, - T0OCHRTF . TERH ok vk iR B bn A = IRV 7,
ABAE LT 2 min, 60 C7K¥ 60 min, 12 000 r/min 4°C , &
> 30 min, BEVE 1 ml 1R 2.9 ml (5T & P BEE
% 167 mg,H,0, 5 mg &% 0.5 mol/L PBS 100 ml), %
VT L BIAE 460 nm P K H 90 s, W AA
(90 ~30s), LA 1 min A A%t B BETE 1. —4 MPO
15 7158 LR 25 CRt B 43 843 1 pmol Hy0,0 HER
MPO JE LA U/mg Fin o
1.7 BT EUEAE SAS M EFEIH T, LA = £ 5,
ARG 2R A ¢ R,

2 &R

2.1 fifiZH% ICAM-1 mRNA 254k

P 4H15)5 4 h mRNA s B FF47HE,
YiJG 12 h kB4 ,48 h G A T, B45)5 96 h
BAE GG 7 dHRKEIER . 8 hYIAESE 12
h ICAM-1 mRNA RE B & FHRA R, 48 h JFEH
TF, Z)5 96 hIKEHETE. 24 h YA f5)E 48 h
BT GA , )5 96 h FFHE T, 455 120 h K&
IE® . 96 h VI TE MBI N RIKZ IEH , (AR T
Bz GA, K 2,

F2 &4 ICAM-1 mRNA RiXB(ODfE,%z ¢ s,)
Tab 2 Expression volume of ICAM-1 mRNA in each groups (OD value, x * s, )

. i fE Bt 1E] (h)
45 1580 ‘
8 12 24 48 9 120 168
AH 1.12£0.17  2.23+0.45 3.03+1.05 3.62+0.32 2.63+£0.18 3.2120.56 3.45+1.98 3.95:+1.99 4.12:1.64
B4 1.12£0.17  2.23£0.45 3.03:1.05 3.85+0.29 2.14£0.22 1.94%0.29 1.24:0.36™ 1,05+1.24" 1.16£0.64™
CH 1.1220.17  2.23+0.45 3.03+1.05 3.62+0.32 2.63+£0.18 3.58+1.54 2.58+0.17* 1.54+0.27" 1.17+0.16™
D4 1.12+£0.17  2.23+0.45 3.03+1.05 3.62+0.32 2.63+0.18 3.21+0.56 3.45:+1.98 3.85+1.28 3.48+0.87

5 AHHE, »: P <0.05, ** : P <0.01
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*3 HAMEALR TNF-o mRNA RiZE(OD1E,x £ 5,)
Tab 3 Expression volume of TNF-o mRNA in each groups (OD value,x * s, )

13 ) Bt 8 ()
45 L
4 8 12 24 48 9% 120 168
A4 1.60£0.32  1.64£0.34 2.36+0.61 3.92:0.79 4.27:0.68 2.71+0.29 3.85+1.13 3.97:0.94 4.33:0.88
B4 1.60£0.32  1.64+0.34 2.36+0.61 3.99+0.74 4.39+1.05 2.18+0.58 1.81:0.49* 1.66+0.85" 1.60+0.71"
CH 1.60£0.32 1.64+0.34 2.36+0.61 3.92+0.79 4.27+0.68 4.14+1.08 2.71+0.79" 1.74+0.99™ 1.69+0.76"
D4 1.60£0.32  1.64+0.34 2.36£0.61 3.92+0.79 4.27+0.68 2.71+0.29 3.85+1.13 3.93+0.56 2.48+0.72"
5 AHHHE: x: P <0.05, »¢ : P <0.01
*4 FHHELR MPO BTN (U/g,xs,)
Tab 4 Changes of MPO in each groups (U/g,x=5s,)
1 JE Bt iE] (h)
ik Hasi
4 8 12 24 48 9% 120 168
A 3.24+1.30  6.87£2.03 9.36+3.02 10.89+4.20 9.62+3.17 9.61+3.29 11.91£3.23 12.97+3.64 12.18+3.19
B4 3.24+1.30  6.87+2.03 9.36+3.02 11.96+4.23 9.42+3.27 7.40+2.06" 4.35+1.21" 3.36+1.12" 3.33+1.07"
cH4l 3242130 6.87£2.03 9.3643.02 10.8944.20 9.62+3.17 9.7943.02 6.42+1.31 5.39+1.02" 3.39+1.14™
D4 3.24+1.30  6.87+2.03 9.36+3.02 10.89+4.20 9.62+3.17 9.61+£3.29 11.91£3.23 7.67+3.01 5.26+1.35*"

5 AHWE, *: P <0.05, ** ; P <0.01

2.2 4 TNF-« mRNA 254k

BAEE 54455 4 h TNFo mRNA Fi5 2T G
FHE, Bi)G 24 hiRBIE %, 48 h JGHEAE T M, (B4 )5 96
hBEAE GE7dMRIKEIEE. 8 h UIFHENS
J5 12 h TNF-a mRNA RX 85 TIEVIHH, 48 h )5 &
W TR, 245)5 96 h KB HETE. 24 h V)i /5 48
h BTG, )5 96 h FFHR T F%, 455 120 h &
HIE® . 96 h VIl £ A A N R K E IE % , (HBEAIK
Fraiz A, Lk 3.
2.3 JifiZh4 ICAM-1 5 TNF-o mRNA [k 34T T 41
KA, R E B IEARXR(r=0.8936)
2.4 fiflE MPO 1E MRk

Bihfs 4 h 44 MPO W& KB EE L5, Beth e
24 h K E| =&, A 4 MPO 5P — B ZERFR R K B 4
EVIREEE A&, G KIEE TR, )5 96 h A
WEIEH ;24 h VA EHE 96 h B TR, e
168 httl kR T 1E%# ;96 h YA 7E V)i /5 MPO 75 Pt
A AR B AR, (E B N AR E ZAHFIME, WK 4,

3 itig
I MR B 47 F (CAMs) 2 — K684 T 418 5 40 i

Y05 A AR AR BRI R B, MR 2 1R
JEH T2, ESRE SN e 0 P 1 B4 AR L il R
BER AR A | S R B R AR, KR i
S 5ERBIESREEN . R RN RREE B LRI
RIEZ— R SFEHA LB MODS HEEFRH, &
JE PR SRAE I R ATLAAR Xot S0 Sf 318 194 1 8 By 8 B i, 5L
TSR A B R AR, TR R A B JBOR, 8 4
W) BB K e Bl B v TR ) R T, 2 3 FRUX TE 4
U BB TR AN 5 P B 2 B o B
M, & S BURIEI B 40 0L MR TR A, I/ INRCR 4R B
L IBON MM RK R R RO B AR R E N
FMLIRI ) 2 R E R E AW E BT, SRR
BB BRI, BRI KRS, AR,
MR 430 P B 200 B A« 3 4 ) o BE R E
RN H %55 REMR, A U T Retih)E ICAM-1 ARk
MRS TNF-o Rk Z A H) R, I X B E 40 i
B BB MPO & HEHEAT T , 52 R [R) B LT 9
XF_ERTEARE R

B R EIBT ST 24 P 7E ICAM-1 B 3 35 RS B B4 2
me , ICAM-1 J& TS e R B M 50 , i M 43 A AR, 3
HRAE I PN R 40 R K B9 . ICAM-1 7E I & N B2 4
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R T AR PO B Rk B AR, 7E IL-1 INF-o N B R H
FEMM T RABHABM. AARREN R, 8BS
% =F4>F(CD11a/CD18, LFA-1; CD11b/CD18, Mac-1;
CD11c/CDI8, P150, POS) HIAE 15 Il 141 K A ML A A4 1-
CAM-1 43 F456 , N F L4 M5 P4 Rz 4 MRS B

AR S % 5 PCR 5 k5T et Ja i 41 47 1-
CAM-1 2 TNF-o mRNA )31k, 45 R R AL fE 4 h -
CAM-1 JF3A T, 5)5 12 h ik 3 B0, It WA T [,
Ho hfGHEAS, EEZHGE 7 dEFIEH A, |
BERE AR, LHE VIR AR EH 2 %K ICAM-1 mRNA 3
IR, T EH YRR R ICAM-1 YK & IF % 85, 8 h I3
T 24 h 090,24 h YA OE T 96 h Y14, 96 h V)i
FAUMR . B MR 20 L2 H 19 MPO T AR fb
B T XA, BAR YIS BT F AR, ICAM-1
MERBSHEEF S, BRRSRE ER . RITMAFR
LR, I F U S ICAM-1 KR HE
MEZERE, KFEUIBRENP LN R RS AR
V61 2o £ B T T B A0 £ 400 B , 8 i 1 400 g
RLXT P B 40 A A s — 25 400 0 B 1 2 M K 108 o o it 4
Sk Z MR

FEE RS Ja A O it I 45 49 1 4 8 TR £, e
fifa ICAM-1 FEf A 2L i) K B 3Rk, TR (A 40, =
LR MR A0 A i T P RGBSR 4 L T B P 40
TR, S5 e op M A A B b K R 7 R 4, N
TRt SE B4 i, S B Th RE it . LARRIA M beth
JERTRH L TNF-o IL-1,TL-8 %5 R AE v Ji 19 3R 35 1
IS RERG B 4> F 28 0 EE R A R, BRATR A

¥ 5% PCR T IEAM T R 5 i 428 TNF-o mRNA f
ik, BIR TNF-o )15 5 ICAM-1 fIFEIXH BEM X
FI% R (EFEAREEE B TNF-o 3 T ICAM-1 By ik,
TNF-a () FE5 B IEFE G 24 h, T ICAM-1 By 83K TE8S
12 h BRE A3 im0, GBI 41 20 ICAM-1 ()R 3E I
AN E TNF-o B B, T2 5 2 R0 o F ik
I FRE B A ), Herb 5 B i O A7 7E 56 R B
I, R RSV A 2 B 1k 1 40 B G R ok 40 e
TEATZR UM TR B RGBT L R4 Bt e U
a3 B AR O I B T B

2 % X W
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