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[ A HFRS H rh, CEC 50 % HSP70 (1) 33k 78 &k HUH 34 © T, 78 i &
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[ Abstract] Objective To investigate the dynamic changes of circulation en-
dothelial cells (CEC) number and the expression of heat-shock protein70 ( HSP70) in
patients with hemorrhagic fever with renal syndrome ( HFRS) and its clinical signifi-
cance. Methods Thirty-four HFRS patients were assigned to moderate group (20 ca-
ses) and severe group (14 cases) according to their illness condition,and 20 healthy
volunteers served as the controls. After the CEC were separated by using Percoll densi-
ty gradient centrifugation method, the CEC counts and the HSP70 level were deter-
mined with flow cytometry to observe the changes of CEC counts and HSP70 in patients
with HFRS, and blood urea nitrogen ( BUN) were tested by automatic biochemical
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analyzer simultaneously. Results In patients with different stages of HFRS, the
counts of CEC and the expression of HSP70 of patients with HFRS began to increase in
the fever stage and maintain a high level in the hypotension and oliguria stage, and
then decreased gradually in recovery phase, the changes curve of which was similar to
that of BUN. Conclusions The CEC counts and the expression of HSP70 in CEC both
increase in the acute stage in patients with HFRS and the increase extent are related
with the stage and clinical type of HFRS and also related with renal injury ; further-
more, continuous measurement of these indexes could be an important method to dis-
ease observation and could provide a clue to the research of pathogenesis, prevention
and cure of HFRS.

[ Key words] Hemorrhage fever with renal syndrome; Circular endothelial
cells; Heat-shock protein 70
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0.05) ; 5% BUALAH L, BB AE ALK 2 W51, 25 41 CEC 3180 B35 Th i (P <
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R4k, H 501 & S R W AR DG, H AT L, HV RGN L5 % 6 A 14 1Y)
PN B AR, N R 2 AR B0 TR 7 R K 1 B A S OV R W
KB R J5 L I B R, SR T 1 S8 I T, e 2B | R N Bz 00 L S B P 1Y
RAT AR L B P R 200 5 0 200 ) 14 5 BB 0 R [, AR JRLIL CEC 342, CEC
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JE 51l RS RUR 0 28 VI A 5 . TE FE - WG CEC )z HSP70 A3 B FIifi K £
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