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Abstract
To analyze the dysfunction of autoimmunity in silicosis, anti-Fas autoantibody (A-Fas Ab) was
examined in serum from silicosis patients. Even silicosis patients without any autoimmune
symptoms showed a relatively high-titer for A-Fas Abs compared with healthy volunteers. The
KMS-12PE cell line which, is positive for membrane Fas, showed growth reduction when cultured
with A-Fas Ab positive serum derived from silicosis patient. KMS- 12BM, a sister line of KMS-
12PE, which is negative for membrane Fas, did not. In addition, silencing of fas expression by
the siRNA method in KMS-12PE induced growth recovery of the KMS-12PE line when cultured
with A-Fas Ab positive serum. The appearance of A-Fas Abs, which is closely related to the sur-
vival of self-recognizing T cells, in serum of silicosis patients may be important in considering
the pathophysiological status of dysregulation of autoimmunity found in silicosis patients.
Further investigations are required to clarify the roles of this autoantibody.
(Jpn J Clin Ecol 13 : 102~109, 2004)
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Fas 737+ OMifAN K A > (Calbiochem, La
Jolla, CA, USA) %10%SDS-PAGE (sodiume
sulfate-polyacrylamide gel electrophoresis)
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Mm% (Fetal bovine serum: FBS) 7% il 7= %
IZC, 3T°C. 5 %IRRT AT ORI TH %S 2
IZH7=> T\ Fas BT R b —2 ZiFEEOHiUE
L THmsnd CHI1I (MBL Co., Nagoya,
Japan) HifR®" OF I K B HEEEEEE WST-1
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Takara Biochem., Tokyo, Japan)®*IZTHiat
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Tokyo, Japan) 3 & OF transfection f I %
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Vilnius, Lithuania) ZH W T cDNA 286Kk, <
D#. house keeping gene TH 5 B -actin EfE
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Relative Fas gene expression (Fas/B-actin)
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HWRERNEDHZNEEZEZ TN D,

/2. HOHUEROBRHIZDOWTIZ, MREEICH:
BEVWDNIHLERA Y AT —E 1 RN
HLA FRICHBEL TV XS5 THH I LY
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I ETHE, L. MFEFETHREINZ
AN Fas CI3 RS HAHEOEREEZ SN
%, T T, AEIOMETIX, EEMEEF T
I N7zt Fas BCOPUADY. in vitro EBRITH
WT, Fas itk TH200EMN2, fTo/2. =
DB, B EF O I 712 & > T Fas BBk
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