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Effects of celecoxib on viability and the expression
of ERK2 in Echinococcus granulosus protoscoleces
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Abstract: The aim of this study was to explore the celecoxib in the viability of Echinococcus granulosus protoscoleces, and
to investigate the expression of extracellular signal-regulated kinase 2 (ERK2). Protoscoleces of E. granulosus were incubated
in vitro with celecoxib at concentrations of DMSO, 50, 100, 150, 200 pmol/L,and the viability of protoscoleces was assessed
on a daily basis by microscopic observation of movements, flame cell activity, and 0. 1% eosin staining. P-ERK2 expression
was determined by Western blot to evaluate the activation of ERK2. Control protoscolices incubated in the DMSO and RPMI
1640 medium were not altered and remained viable (95.5+0.5) % after 7 days of incubation. From day 1,the viability of proto-
scoleces started to decline due to the 150, 200 pmol/L of celecoxib. After 2 days,viable protoscoleces were no longer observed
in cultures treated with 200 pmol/L of celecoxib but survival of (3.140.7) %. At 150pmol/L, celecoxib had a clearly decreased
efficacy, with (43.94-0.4) % of protoscolices still viable after 3 days of treatment. Protoscolex death increased with time. On-
ly a small fraction of protoscolices were viable in cultures treated with 100 pmol/L celecoxib after 7 days. Although 100mol/L,
50pumol/L of celecoxib had an effect on protoscoleces, the effect was not as pronounced as that of 200 pmol/L of celecoxib.
Treatment with celecoxib down-regulated that of ERK2 protein in Echinococcus granulosus protoscolices. The date reported in
this article demonstrate a clearly that celecoxib satisfactory action against E. granulosus protoscoleces in vitro,this effect may

relate to the inhibition of ERK2 kinase signaling pathway.
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Av Control protoscoleces B: Protoscoleces were incubated with DMSO; C: Altered protoscoleces after 1days p. i. with 100 pmol /L celecoxib;

D: Altered protoscoleces after 3 days p. i. with 100 pmol /L celecoxib; E: Altered protoscoleces after 1days p. i. with 150 pmol /L celecoxib;

F: Altered protoscoleces after 3 days p. i. with 150 pmol /L celecoxib; G: Altered protoscoleces after 1days p. i. with 200 pmol /L celecoxib;

H: Altered protoscoleces after 3 days p. i. with 200 pmol /L celecoxib

B 1 REMMRKERELTH(100X) (0. 1% RALE)
Fig. 1 Light microscopy of E. granulosus protoscoleces(100 X )
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Fig.2 Survival of E. granulosus protoscoleces after in vitro

exposure to celecoxib
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Fig. 3 p-ERK2 protein expression in Echinococcus granu-

losus protoscolices following treatment with celecoxib
at different doses for 48h
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