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Abstrac:t Objective The purpose of thiswas to sudy the mechanisn of Fas/Fad, sigha] transduction on trigering and prana
ting pneumoconjosis Methods Phase f, | and]] Pneunoconpsis cases wihout other Jung diseases admited in Beidahe Coal
W orkers’ Sanatoriun were selected as sjbjec1§ collecting their BALF the alveolar macrophages (AMS i BAIF wemre sepamte]y
cultivated in5 8roups A cawo] goup [ FasyFas group (¢ SOD goup [) Fay, inhbior &oup and E caspaseg inhbi
or graup The apoposis was measuted by ’IUNEL agarose ge] electrophoresis was used to evaJuate e altematon of DNA fragneqt
the expresspns ofFe%«; Fas], cagpaseg cagpase3 were detected byWestem bot (WB), Results The resu]ts showed hat he ap
oposis ndices n D group Faq, nhibior goup and caspase.g nhibior goup wer a]] ower than that of contro] group the expres
sins ofFa:s Fay, caPaseg casPasey i SHD goup were decreased canpared with contro] group ( R< 05) the levels of
caspaseg caspase3 inFas], inhb jor goup were decreased canpared with contro] group and FasyFag, goup ( R< 05X and the
caspasey leve] in casPaseg ihibitor goup was a]so decreased canparedwith can o] group (R 05). The AMs'DNA electraphore.
sis striPs of conwo] group characterized by distinctive Jadder Patem werewe]] dhserved hutwasn’tobserved in SOD &roup  the other
groupswere aso iJle€ble Conclusion Tt is suggested hatFas/Fas] signa] transducton pathway m ght be essentia] in wrigerng and

pPranoting Pneumoca osis triggered by AMs apoptosis
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