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I T 00 4 U TR R A A (ACE DTSt N 3K 88 B AL 4B MPOO 54, ARG B R BT B =F ACE 1l MPO &
H, EARE RN TR RSN T LR FOEARAR (VEORNESYRE, HRER
NEBREBEEEHS h A E TR, HF4E 48 h, CECEEBEChERAS, UERMEN. MF
ACE BHRF R RMK., ¥ MPO At 6h A —HiE . USEM TRENHEER THE. BHE+
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B fgntik BEEEN. FEPERARCEMNOERGENNBERETEEEEAH.
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Yt/ VEC G IR HE LB AREE .

U A VBT R A RS AL P A B N
SHARG, BE M MOF #Hi, fh bk 4
(PMNO 5 VEC A SARAMGPEEESEH. B,
EH B E PMN BIE M E S TR AT
TH%R.

1 #H5FHE
1.1 EEREr 44

AR K A% 25 R, 4&H 2.540. 5kg. YL W
#H, E¥MEA(n =5 FPEAHE (= =20),1& 4 HBAEE (6,
12,2448 EARSE s H.. SHARTE, B I W EE N MmE
525 s, IR 309 X AR GHA  GERRI IR KMAE. 6
JE 48 h, BIY T E 7.4%.
1.2 Rk
121 MRKEBEE W2 ml, FRE, BORULE

+» EFRERPEEEEINE ,No. 39290700—03

0. 3 ml, £ Weil Oncometer System 186 L{ljE , B8 {i:Pa.
1.2.2 I K B 58 (Circulating Endothelial Cell ,CEC) Il
4.5 ml, F 3. 8 MM BRAY 0.5 ml HUME. B F CEC LERTH
EmAR,MEARECERESFE CEC. FRSH 2],
BLL,CEC/0.9 pl,

1.2.3 I 04 %3k & ¥ % 8 (Angiotensin Coverting En-
zyme, ACED JEH U & TR M 2 m], UL — 20C1R
. AR ACE D RRBHER T EM KRR D RBRAIETHR
Btit iy R W £ ACE ¥4k, GEIL ACE EH & 5. BER
BER M) S AL ;nmol » m1™* - min~',

1.2.4 B4 ACE Wi5E ERAGYERCVE B A
0.1 g, MEk7K 2 ml 533K, 8 75 B BF 40 H2, 40000 X g B L 15
min, R L #E&H. WEHER L, 846 mmol - g~' + min~’,
1. 2.5 [MIFFET FAL B (Myeloperoxidase , MPO) {l] i Bt
I 2 ml, fFRPUEE, BOBRILIK 0.1 ml, IR K (B AR AR EX H
Z R 16. 7 mg, 50 mmol/L PB pH6. 0 10 ml, fi7K F 100 m1)2. 9
ml, 7£ 460 nm WKIEFTH 30 LME 0B FEELMHE, ¥
MPO=AA460/0.113/0. 29 i+ MPO ##, #{7.10 U/L,
1.2.6 HALAMPOWE  ERFIYILHNRL.T. BT
#O0.1g, im0 sUBI+S5EE=H K HTAB 2 ml, & 5
¥OBENRMM,40000% g .U R EFEERH. ULSRIEO
~4CREM. METERL.
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SIORG T A — R, 3W IR RS E L RS R BT
ZUAA L, P L B W T
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Tab 1 Changes of blood colloid osmotic pressure after
burns (¥+s)
Postburn hours
Control
6 12 24 48

21.97+3.2 11.984+3.0" 13.35+2.0* 12.15+2.3" 15.9+%2.1"

* P <C0,01 wvs control
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Fig 1 The increase of circulating endothelial cells after

burns
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Tab 2 Changes of ACE activity in plasma & organs after burns (¥ +s)

Postburn hours

Control
6 12 24 48

Plasma 20.94+5.4 26.04+4.9" 22.321+3.8 18.0144.1 14,27+3.7"
Heart 22.5446.2 4.13+1.8" 33.82+447.3 17.01%6.6 15.98+6.7
Kidney 27.261£4.7 6.033%4.7" 63.891+30.4" 92.98+113.9 40.40%9.4"
Intestine 26.63+2.7 5.93%5.1" 33.92+8.3 45.53%+51.1 14.85+7.3"
Liver 36.17+12.9 4.194£2.5" 10.39+4.3* 53.35+£33.7 16,1649, 7
Lung 25.94+8. 4 24.5+18.4 47.731+8.8** 75.07+46.5* 85.73+34.1"

* P <(0.05, *x P <(0.01 wvs control
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AFRBALE L EGIE6 h BRI AR B EH ACE I

*3 GEBEMEFEXR P MPO EHHIE(L

“HEBENREK. M4 LG WP ACEEHNESTE
o PR BT IEY.
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Tab 3 Changes of NMiPO activity in plasma & organs after burns(x+s)

Postburn hours

Control
6 12 24 48
Plasma 0.137%0. 03 0.305+£0.13*" 0.231X0.06"" 0.2894+0.11"" 0.2754+0.11"
Heart 0.1894+0.15 0.525+0.40 0.3834+0.22 0.576+0.49 0.26640.17
Kidney 0.25040. 23 0.2M10.10 0.237+0.14 0.75540. 33" 0.31740.24
Intestine 0.109340. 06 0.2154+0. 09 0.227+40.10 0.5684+0.18" 0.10140. 09
Liver 0.22840.19 2.036+3.01 0.236+0.14 0,2651+0.24 0.308+0.16
Lung 3.14540.79 10.294+4. 03 9.95747. 07 5.840+1.85* 7.214+1.19%

= P <(0.05, »* P <(0.01 ws control
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Changes of visceral vascualr endothelia cells in early stage after burn in-
jury in rabbits

Luo Xiangdong, Yang Zongcheng, Li Ao (Burn Research Institute, Southwest Hospital, Third Military Medical Univer-
sity, Chongqing, 630038) ‘

Abstract
colloid osmotic pressure (BCOP), circulating endothelial cells (CECs), angiotensin converting enzyme
(ACE) and myeloperoxidase (MPO) were measured in 25 rabbits after they were randomized into control, 6
h, 12 h, 24 h and 48 h groups and inflicted with 30% TBSA full thickness burns. Meanwhile, the pathologi-
cal changes of the VECs of the heart, kidneys, intestines, liver and lungs were observed with optical and
electron microscopy and the distribution of ACE and MPO in the organs determined. It was found that BCOP

was markedly decreased from 6 h to increase afterwards. The activity of ACE was enhanced in 6 h and then

In order to investigate the patterns of the damages of vascular endothelial cells (VECs), bood

decreased tradually in the serum but it was significantly decreased in 6 h and then elevated after that time in
the organs except the lungs. The activity of MPO was higher in the burned than in the controll in plasma and
was increased to the peak in 6 h; it was increased in 6 h in the lungs; and it was increased in 24 h in the kid-
neys and intestines. Pathologically, it was found that the VECs in many organs underwent cytoplasmic pro-
jection, as villous process and organelle enrichment in the early stage and then they became constricted and
rounded. The degree of VEC damages was different among the organs. The separation of pullmonary VECs
from the basement membrane occurred in the 6th hour and the damage of VECs was the most severe in the
lungs among all the organs studied in the early stage postburn.

All these findings suggest that VECs are damaged extensivelly in the early stage after burn injury and
contineus to be damaged extensively in the early play an important role in the damages of many organs in the

early stage after burns.
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Expression of mdr 1 gene and multidrug resistance of lung cancer
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CDDP ML= E B UM RE.
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