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Fig. 1 Cryopreserved mouse braln section showing positively
stained ICAM-1 expression on the microvessel endothellal cell sur-
face of P. berghel ANKA strain-infected CBA/J mice with CM
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Group idt::i:)e Plasmodium No. mice Symptom S rg_li ‘E‘i:i".:‘.“c
1 CBA/] P.bA 15 + 3. +0.737
2 CBA/] P.5 ANKA 8 - 1.
3 CBA/] P.yANKA 7 - 1. + 55
4 BALB/c P.b ANKA 7 — 2. 600+ 0. 658
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Group I:Itc::is: No.mice (ip) ;:Ete(sf)
1 CBA/] 5 + 7.00+1. 25"
2 CBA/] 5 - 9.88+1.81%
3 BALB/c 5 + 10.1442.91

4 BALB/c 3 — -

» P<0. 05, CHE@SH . BH #P>0.05, QHEHQE
#* P<Z0.05:Group 1 versus groups 2 and 3 # P>>0.05;Group 2
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Table 3 Effect of rTNF-c on the expression

of ICAM-1 in cerebral capillaries
H3 L3 B TNF-a ICAM-1

Group Mouse strain No, mice  (ip)

1 CBA/] 5 +  14.233+1.251*
-2 CBA/] 5 - 17.0342+1.765%
3 BALB/c 5 +  17.483+1.765

4 BALB/c 5 —  322.500+0.975@

* P<0.05; DHSD.®.@ #H #P>0.05:. @A58H @P<
0.05: GHED.GH

#* P<0.05, Group 1 versus groups 2,3 and 4; # P>>0. 05, Group
2 versus group 3; @ P<C0. 05 Group 4 versus groups 2 and 3
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ROLE OF TNF-a AND ICAM-1 IN
PATHOGENESIS OF CEREBRAL MALARIA

CHE Li-mu!, NIU Yu-xin?, L1 Hui-zha', CHEN Xiao-ning*
(1 Department of Parasltology.Capital Universify of Medical Sciences,Belfing 100054; 2 Department of Genetics Copital
University of Medical Sciences,Beljing 100054; 3 Department of Parasitology ,Chengde Medical College ,Chengde 06T000)

Abstract [Objective] To investigate the role of TNF-a and ICAM-1 in the pathogenesis of cerebral malaria. [Methods]
Immunohistochemical method and ELISA were employed to examine the expression of ICAM-1 on the brain microvessel en-
dothelium and to detect the production of serum TNF-a in P. herghei ANKA strain infected-CBA/] mice. [Results] Serum
TNF-elevels of mice were apparently higher and the ICAM-1 expression was more evident in P, berghes ANKA infected-CBA/
] mice than in control groups, rTNF-« ip injection could enhance the development of CM and the expression of ICAM-1 on
brain endothelial cells (EC). [Conclusion] Excessive production of TNF-a may mediate the expression of ICAM-1 on brain EC
and hence cause the development of CM.
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