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iBackground ] Because siudies have shown that  17bels-esadicl (£2) produces
anti-inflammatory effects after verious adverse ciculatory conditions, we sxamined whether
administration of B2 before spinal cord injury (SC1) has any salutery effects in reducing 501
[Material & Method] Mice were randomiy alivcated into the following groups: (1) saline + 80O
group, in which mice received saline subcutaneously and wers subjected to SO fn = 40y () B2
group, the same as the saline + SCI group, but E2 was also administered subsulaneously at a dose
of 300 ug/kg 1 h before SCI and 3 and 6 h after SCI {n = 40% (3} 101 groun, which was the same as
the £2 group, but they received 1IC1 182,780 at a dose of 500 ug/ky suboutanecusly 1 h befors e
administration of E2 (n = 40}, (4) saline + sham group, {n = 40); (8] sham + E2 group, identical to
sharm + saline group, but they received an administration of E2; and {8) sham +iC! group. identical
to sham = 2 group except that they received an administration of ICE 182,780 (n = 48). To gain a
better insight info the mechanism of action of the anti-inflammatory effects of B2, $he foliowing end
points of the inflammatory process were evaluaied: (1) spinal cord inflammation and fissue injury
(histological score), {(Z) neutrophil infiltration {myeloperoxidase aclivity), {3) expression of NOS,
nitrotyrosine, and COX-2; {4) apoptosis { TUNEL steining and Bax and Bolb2 sxpression): ang (8)
bssue THF-o, L8, IL-13, and monocyle chemoatlractant protein 1 levels. In another sel of
experiments, the pretreatment or post-reatment with B2 significantly ameliorates the recovery of
Henb function {evaluated by motor recovery scors).

iResuliz] Taken together, our results clearly demonsirate thal administration of E2 before 504
reduces the development of inflammation and tissoe njury sssociated with spinal cord traums. To
elucidate whether the protective effects of E2 were mediated via the estrogen receplors, we
investigated the effect of an estrogen receptor antagorist, 1G] 182,780, on the protective affects of
£2. 1CH 182,780 (500 ug/kg. s.c.. 1 h before reaiment with £2) significantly antagonized the effect
of the E2 and abolished the profective sffect against SG1L
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