DOI: 10. 16016 /j . 1000 -5404. 1996. (6. 002

472 199 12

ACTA ACADEMIAE MEDICINAE

MILIT ARIS TERTIAE

Dec. 1996

Effects of burn patient sera on cultured endothelial cells of human

umbilical vein
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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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