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Tab 1 Changes of LDH activity in HUVEC medium
after adding burn patient sera (€ s, u/ml)

30k ~ 500 700 ~ 90
TBSA bum sera TBS A burn sera
3 195. 4K 78 69 225.45F 107.60 283 12 97. 90

6 231. 76& 112 70 278. 66 132.60  327. 54 143. 65
12 257. 54t 118 52 846.33F 194.41* 995, 82& 288. 46*

Postl
OS(L))LII'H Control sera

#% . P <00l vs control

2 HUVEC 6- -PGFx
(¥£ 5.0 /pg" mI'")
Tab 2 Changes of 6-keto-PGF. in HUVEC medium after
adding burn patient sera (xt s, g /pg® mI ')

Postburn Control s 3006~ 50 T0 ~ 90
(h) ontror sem TBSA burn sera TBSA bum sera

3 481. 43 69.54 483 265 %.02 564. 12& 167. 19
6 811. 54F 124.57 876. 66= 176. 40 933. 46t 213.71
1511. 63F 342. 1T

12 983. 11 326. 04 1474. 24+ 188. 02

* . P <0.05vs control
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Tab 3 Changes of F-actin in HUVEC after adding

F-actin

burn patient sera (v s, Cs /pg° *g )

Postburn Control 30 ~ 50 700 ~ 90
(h) ontrol sem TBSA burn sera TBSA bum sera

3 10. 20t 1. 68 11.23F 1.67 9.53 2.15

6 11. 82£ 2. 73 9.7H: 2.07 9.36t 2.57

12 10. 53 2. 13 6.9H 0.74" 6.4H 1.55"

#*% . P <001 vs control
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Fig 1 Changes of NO: in medium after adding

burn patient sera
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Fig2 Changes of ET-1 mRNA in HUVEC after adding
burn patient sera
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human sera ( Coomassie brilliant blué< 200)
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Fig 4 Morphologic changes of HUVEC cultured in medium
containing burn patient sera, the cell junctions
seperated ( Coomassie brilliant blue< 400)
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Effects of burn patient sera on cultured endothelial cells of human

umbilical vein

Luo Xiangdong, Yang Zongcheng, Li Ao (Research Institute of Burn Injury, Southwest Hospital, Third Military M edical

University, Chongqing, 630038)

Abstract The systemic pathophysiological changes in the early stage postburn are closely related to the

activation and damages of vascular endothelial cells (VECs). In order to study the effects of humoral sub-

stances on VECs, the sera of 2 groups of burn patients (with burn area of 30% ~ 50% and 70 ~ 90% TBSA

respectively) were added to the cultured VECs of human um bilical vein. The content of lactic dehydrogenase

(LDH), prostacyclin (PGL) and nitric oxide (NO) in the culture fluid was determined. In addition, the con-

tent of F—actin in V ECs was measured and that of endothelin-1 ( ET-1) was semiquantitatively measured with

spot hybridization. It was found that ET-1 m RN A was increased 3<fold in the Ist h after the addition of burn

sera and this increase was maintained to the 12th h. In the 12th h, the damages of VECs were quite promi-

nent showing elevation of LDH (P < 0. 01), increased production of PGL( P < 0.05) and significant de—

crease of F-actin ( P <0.01). The VECs became round in shape and shrunken. These findings indicate that

burn sera stimulated ET-1 expression of V ECs first, followed by increased synthesis of NO to maintain vas—

cular tone and then damages of V ECs occurred in the 12th h, which suggests that the effects of burn sera on

VECs proceed through a course from activation to damage.
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