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- W AR BT AT A — v AFEREEN Fas OFH

SRAPEFRELHRGESBEME (EE ILTHESRS
Kb i

Fas fiEI127 & b — v ABEEN2ETAHREBEES <A, PR, HK, W, NE, LUEFOESTLoREAHN
BAINTVD . PREERIC S TREEE TICHEBE 3\ T Fas ORBEAHRIA TR, ERCEEALBERR
EEOWTIIH Fas IR LD 7R~ ARBEIRDZ EAHBEIN TS, L L, BFEMAECRTS Fas 0RBRB X
Ui Fas Hith DRI+ 5 B L O RERBRETH S . KHFETIT Balb/c v v AR 81T % Fas ORFIE
LT, BAB LV mRNA iEH LTHRE L. WEEE PCR (reverse transcription-PCR, RT-PCR) 12 & 5 # & TI&, Fas
mRNA 12K, N, BEICHEE L. REERICEHRETIE Fas 12PED CA2 & CA3 B L UKRINEELS 18 D iAHE
BB LTV, ANTRERIBRIhRr -, 351, 2BER IUANMOMIEY EE LREEORETRERE
H, 7R—vA b A2 —TRELLLZS, EBEIX Fas BEOMRBERSELE, RBCRIEFELTVR. BELD,

MO —EI Fas ARET 2 LBHRSh, ThiCk 0 FRERERIC I 5 HEMIRIEC Fas 28053 2 MHEESR

BIhic.

Key words anti-Fas antibody, apoptosis, Balb/c mouse, Fas antigen, neuron

Wb AHIRTEIIEE L 7R b — v R KB N B, BIE
R4 DRRIC L » THEREIh A ZEHHIIRZETH D D5
L, 78— ATEER E 5 CRLEHIRRNE B 9 Bk
EhABHFEI N AENMERELEL R TV 5. 7&K
=Y AR v F v OB, Bk X OMREORRE, W
{b7s & D Re s, DNA 12180— 2008 &% (base pair,
bp) DERETH Y IR LAY — ABNOMRLRBI 3 &
W o T A (LA B B EETE S IR K B B, 19724
CRUDTRE SN CLR, RER, MER, BRERTET
ELDPENRT XN, TEL - Y RAREGOEEEHRCEE
EER Rz T2 LM T BT,

Yonehara 5131989 2 D7 K+ — v AFEEU 2 EFT A
MaRBE > v 27BN+ 20 —F L HETHEH
Fas it % E8 L7, —o# Fas I I hAH#I N B
Fas HiFL, 319(MD 7 3 /EE LT D 1 DO KB BB 4
“EHTH | HMOBEEATHA. TOMBIF 214 ViZv AT A
VEREICES, BESIETF (tumor necrosis factor, TNF) ®
Vi i — MR EBERTF (nerve growth factor, NGF) D{EH
MEve72—L3RAMEE L, TNF/NGF ve&7 % —A—
RN=753V—wET A, Fas LRGSR, FiE, ., 5
B OBEOMBRTHIRBELTWAZ EAMBRT LS,
FascDNA %~ w2 T ) Vo SEMIBICEA L, Fas L2 <
RBEERD LM Fas HihTT7 AP~V ARBFHEIhB Z En
b, Fas ERT £+ —v A0 Y 7 F AR MBRCEL TS
SERWSMITI o, 7o, HAREEEN: T #Hfh 5 Fas U

FRTEI2AISEZA, P84 2 A13ARHE

#HV KD cDNA 7 r—= v 7R iTbh, 2RI, Fas #ilJ
st A Fas Vv FAEEL, 7THE I —vARFHELTWB
ZERBABDE T A,

MR T MEBE B\ T Fas fIE O RBAHR X
hTBYH, RECHABOEBMRBEMIC VW TRR
Fas ikl I D 7 R+ — v ARFEHEIN D Z L AHEERTH
B0 X H, NEFEMKCRSCTIE Fas DRBE LT A+ —
CADEEENHABELTWB I E LD, T Fas ik ik
Fas VAV FIZ X hEEMEw 7 X —v A2 FETL I &
T, HREBEYBRTATREARLLATVL DY,

LasL, = v AWH Fas Sils X B NE ST 5 & BUEH &5
FRINA XI5, H Fas HIFHHEEDREFESL LT
4, AR EEMREtY 2TV BAESD5. BEFT
WCIEEMEMTIE Fas ORBIIER I TELTY, Fioh
Fas #ith=, Fas ) & v FOEFE MM+ 5 B8II R
Thsb.

IO ERID, AR TCIIIRAREMRCET S
Fas ORFOFEABEAR LU mRNA V_AhLRE LI,

MRSV FHZE
1. REREHY
EEREIT A 158 @ Balb/c = % 23 XU MRL lpr/lpr =
@ A%\, MRL Ipr/lpr = & A%, U Vo848 T M
JAnERLECHAOEERT LY, ABREBRASEE=Y T~
P FAROBECAEREY L, H5 1 ARTRET 2.

Abbrevations: bp, base pair; CA, cornu Ammonis; FCS, fetal calf serum; FITC, fluorescein
Isothiocyanate ; MAP, microtubule-associated protein; NGF, nerve growth factor; RT-PCR, reverse

transcription-PCR ; TNF, tumor necrosis factor
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Table 1.

#h

Oligonucleotide primers for polymerase chain reaction (PCR) for Fas DNA

Primer

Location of Fas gene

Sequences (5'-3")

1 27—46
1029—1049

CGCTGTTTTCCCTTGCTGCA
ACTGAGGTAGTTTTCACTCCA

The length of PCR product with these primers is 1023 base pairs.

Table 2. Oligonucleotide primers for PCR for B-tubulin
DNA

Primer Sequences (5'-3")
A TGTGGCAACCAGATCGGTGCT
B AGCCTCGGTGAACTCCATCTC

The length of PCR product with these primers is 1200
base pairs.

Zhit, Fas BETOHE24A VI r VYIS VvARY V
(transposon) DHE AN D A 1D ITEEER s Fas mRNA OFE
PREAERD ORIV EDEEL LR TV DY, ¥ MR
PRI RSB EE LCi244 1 B0 Balb/c = v 2 Ak,

0. RERBIEMRE

£%I58 D Balb/c =7 A% DxF Iz — FARKRETIZTHE
L, Ml L. BHLANREDICLR 5T + VA7
AFE FEREL, BFLvldRIbsvlray (1 vVE0R
M, 3EBSHLAE, 4CTERMBERERT-. KV =
AFNT w2 A (BDH Laboratory Supplies, Poole, England) &
TWELUIE, B Sum OLRERDA LIFRL 3-7 3/ 7=
L b Y = b F 25 v (Aldrich, Milwaukee, USA) 2 & L
TeAGA P75 R L. —RABIZ, 5o bHiwY R
Fas #iETH 5 RMF9 (RBAREY + VARAR, XKE (F#
BIDits) % 20ug/ml OBETLCRT—HRRIGER. &
BLELTIE, 4% 7 A7 AFe VETE LI-REBELREI
REXWZERTE—%4 b A -2~ IZL2RBETHREIN
T\Whb 5 v L~ A Fas #ifk, RMF6 (REVKEY 4 VAR
RE, RE MHERELOHE) *ABRCHERE L. RMFSY,
RMF6 \Fhd 20ug/ml OB|ETHEAL, fikLHERTT %
4 CIT—BIIEI R, ZRHEBRIBE T E_FF v
& — <+ (horseradish peroxidase, HRP) #E# v F# 5 » b Ig's
(G+L) $its% | BERG S . BB 3, 3-07 s /7 Xvy
2 v (3, 3’-diaminobenzidine tetrahydrochloride, DAB)
(PIERCE, lllinois, USA) i THI DR G{LE TV, JEBHEE
WTEE L.

0. ¥#&%E PCR (reverse transcription-PCR, RT-PCR) 7%

1. BEAERE D REH

H£HISEHD Balb/c v Y AL DY =Fl=—F KRB FIZT
KL, DEERE Lok, RAECHE» SBREL, BRiEE
RICTREHRE L —-80CIKEHF L. BB e LT, MRL
Ipr/lpr = v 2 ORFEBAE FH T,

2. #& RNA i

ISOGEN (= v #v 22—, BI) Ok RNA HEEREY FV
THRERAF Lo v ARHEM X v RNA o2 -7%.
fehd, ik 100mg B2 b Iml ©E4E& ¢ ISOGEN iz 5
SEESE L%, 2 e ekl (AR, HE) 284 100mg

7oh 02ml DEETMATEML, 4°C, 10000rpm, 205 &
L7z, RNA 28 GKBEHIBBEB LS Vv P e~y
0.5ml ¥z B, 4°C, 10000rpm, 205 &0 Licn 4
VISms —ukBRE L. BRBITS% =% 2 —A% Iml i
%, 4°C, T500rpm, 545RELLAHE, =%/ — A EEX
¥, B LA RNA =V o v ¥ 3 V%K (Pharmacia,
Uppsala, Sweden) 1004 W#E L T, 260nm OEIEERBIEL
#& RNA BE+HlE L.

3. cDNA &

fiH L7z RNA 288 L LT cDNA &%+ T-%. Thb
%, RNA 3ug #70C TI04HZEY: 2 @704, 20mM Tris-HC|,
pH8.4, & LT 50mM #H{kH» VY v 4 (KCI), 2.5mM k= 7%
v a (MgClh), 0.5mM FAF+ VIV RX 2 LAFF=) vEd
(deoxyribonucleotide triphosphate, dNTP), 10mM <% = v
4 b+ — s (dithiothreitol, DTT), 500ng #* V = (dT)i2-1s, 200847
A—rR—A27 Y7+ (GIBCO BRL, Gaithersburg, USA) 20u @
EBAE DR TR2CI TS5 ¥EBEEREE TV cDNA #{ERL
fo.

4. PCR I

LEREORE 3ml R L U PCR ¥ T~ ¥ & Fas BB FH
FOBEEfT-7. R, B2ERT L5751 ~v-¢
PCR RILEEWR, T4+ VKRR 7 L+ F FESK [dATP,
dGTP, dCTP, dTTP 4% 500uM (GIBCO BRL)], ¥ X U* Taq
DNA# Y 2 5 —+ (Perkin-Eimer Cetus, Norwalk, USA) 2.5 &
frx v PCR K& T o7, ZEHIED D 30ul D 25V
# 4 b (Shigma, St.Louis, USA) #EE L7-. Kt DNA
Thermal Cycler (Perkin-Eimer) %/ L, #4%%94C, 14
M, 7=—V v 7%57C, 1%M, DNA O@ELT2C, 24
IWMITIDE L4 705 LT, 3094 700 RLIE. K
G TH, DNA % 10p % lug DxFo v a7 a4V
(=9 BV —V) BNzl 1 %7 # e — 4L (Shigma) IZ
100V O BECERKHKE Lic. DNA 4 X~v—-H» -, LT
1%, ®174/Hae &£ 1 < = A b (New England Biolabs, Beverly,
USA) R\, SAMERENT X h #iIE S i DNA MiH 0%
HxfT -7,

V. Sef#la{LZrRE

1. #EMREAEE

£ 1 HD Balb/c v v AL DB X OKKEEY 7B
L, BERALES JUBBALEZ I v L. R =FLY
4 3vTa—tLikFy v S—AF 4 ¥ (Nunc, Naperville,
USA) £ 8RF 4 v = (EHFF A, HE) EIZ 2X10%/cm’
DBEELD & CHEE L. ThboMld 5 %4 mFnkE
(fetal calf serum, FCS) (Equitech-Bio, Ingram, USA) fn# /v
<y, agEEA — 7 /F12 ##, (Dulbecco modified Eagle's
medium/F12, DMEM/F12) (GIBCO BRL) & T37C, 5% CO
HFETTRE L. BREBEMERCELE N,y 7V AV
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Fig.1. Immunochistochemical staining of Balb/c mouse brain using an antibody against Fas antigen. (A) Hippocampus (X 40).
(B) Cortical M layer of cerebrum (Xx200). (C) and (D) CA3 sector of hippocampus (X200). (E) and (F) CA2 sector of
hippocampus (X 200). (A), (B), (C) and (E). Immunostained with anti-Fas antibody, RMF9. (D) and (F). Immunostained with
control antibody, RMF6. 1, CA 1; 2, CA 2; 3, CA 3; DG, dendayte gyrus.
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(GIBCO BRL) % #in L7-ZEmaE s & 358 L.

2. RERE

BEEEBRCF + A A—RAT 1 FOEREYRELLE, V
ERIZETHE (phosphate-buffered saline, PBS) (pHT7.2) =T ¥k ¥
L, Fas %68 & /NSRS 2 v 32 B (microtubule-associated
protein, MAP)-2 a0 —BH B % T -7, Fas R TIIEE
AEREED ¥ ¥ —®kPiE L LT RMFI % 20ug/ml ORET
20C, 0 REA SR, kit LTt s vEBYFHR
Z » b Ig's (G+L) #ifs (Ceder Lane, Ontario, USA) %#20C,
IHEERIREEA I LIV TE S y—a—F i vavy,
%4 + (Serotec, Kidlington, England) \c T Liz. BHSR
& LTIL, Fas #* NIH3T3 HifRZ F S v AT =27V a3 V&R
el AWCTEEO I SRBE L. BERBELTZ, —
wHitkir 5 » + 1gG (Pharmingen, Sandiego, USA) A\ 7z,
FoBk, Th®0.1% 54 v X RF{LRTE, HR) &M
ZTAK T a AT AT FRTIOSHEBEEL, #1
MAP-2 #itk (Leinco, Wanchester, England) 10pg/ml # RiRIZ
TFHEWEA S . BB AHGETEL A VS VA
Y FF4 7 % — + (fluorescein isothiocyanate, FITC) #a41 ~
v 2 1gG v ¥#ifk (Cappel, Darham, USA) X CTRE L. &
FEEEIL TR EEHBE L.

3. 7E—HAFA—F T BI

7y =2 5mM EDTA % 5 RER K, 5 --%H
WTHEEEARY B L. EDTA #%WiL, 5% FCS &
ATEPBS WEEXE, 96371+ v vz (B AV Z2) T
1X10%/cm* DBETHEE L, RMFI # AV THRAER T, =
wHMEE LT FITC v+ 5 v+ lgs H+L) ik
(Ceder Lane) #fFH X ¥REE LK. 5 LR R % Epics
Elite (Coulter, Miami, USA) W THIE L 7. BMRBE LT
12, 2. EFERC—%)kHBFIZF » + 1gG (Pharmingen) W
1.

B fa

[. ¥ 7ZMIcEst D Fas ZADOHR

Balb/c =7 AW B\ Tix Fas BEAOHERNEHEIC B VTH
BZIxhio (K 1A). #3E CA2 & CAI BTG E A EDf
foMkEwr Fas 0BVRELBED BRI (K 1A, C E).

LaLl, BEOMOHEE THS CAl LHIKE (dendayte
gyrus, DG) IZ B TXEFIZERD b ieh » 1tz (B 1A). KK
WEWTHRES DB OMEMINC Fas BB otk

bp 123456789

Fas

B-tubulin 1078~ Eladusbeed

Fig.2. RT-PCR analysis of Fas mRNA from mouse brain.
The mouse p-tubulin mRNA (base pairs) served as
internal control. lane 1, molecular weight makers. lanes
2-5 show Balb/c mouse material: lane 2, cerebrum ; lane
3, cerebellum; lane 4, hippocampus; lane 5, thymus of
Balb/c mouse as positive control. lanes 6-9 show MRL Ipr/
Ipr mouse material : lane 6, cerebrum ; lane 7, cerebellum ;
lane 8, hippocampus; lane 9, thymus as negative control.

b

HNEHHI (K 1B). Lh Lz o sEct LAieh 5.
IR B TR LN Fas ZEADORBA YR LS
e otz

I. Fas mRNA O3

Balb/c =9 2 &MER I/ —F v T m ., b g T Y By
€A Vg VER X AR TIE Fas mRNA ORBITHR LA,
Mol LOBRE" DB O, AR ECOEEMK 1 T &
4 4 <~ g v (in situ hybridization) Tt Fas mRNA O FEE
RATRETH B Z ENTFHEEI . 2D Balb/c =¥ A%
KN, /BN, BEWH, Fas mRNA ©O#R% RT-PCR iz k

Fig. 3.

Cells without
fixation were stained with anti-Fas antibody, RMF 9 and
biotin goat anti-rat Ig (H+L) antibody and then treated

Immunostaining of cultured cells.

with rhodamine-conjugated streptoavidine. (A) and (B)
NIH-3T3 cells transfected with Fas antigen: (A), positive
control ; (B), negative control. (C) Hippocampal neurons
X 400).
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Hippocampus

OUERLAY: SINGLE PARAMETER,

o1 1 9 100 1800

Cerebrum

OVERLAY:SINOLE RARAHETER

140

Cell number

IEs 1 10 100 1800

Log fluorescence intensity

Fig.4. Flow cytometric analysis of Fas expression in Balb/
¢ mouse brain. Single-color histograms displaying fluores-
cence intensity of hippocampal neurons (upper), and
cerebral neurons (lower) X-axis shows logarithmic intensity
of fluorescence, while Y-axis indicates relative cell
number. Dotted line, control; solid line, Fas.

DNBRBRLIEZAS, KM, MM, BEOLWTHAIEELWTHED
REAMB IR, EL, FORAZIEESBOREC
LELSDleh ot —F, BB E LTD MRL Ipr/lpr =
TAZEOTUINE L URBOWFHIC S Fas mRNA 341
Bdbhieh -t (K2).

. FBEWEMIRICETD Fas ZBHORRK

LRORER L, MANCRITS Fas HADORETIL Z D TH
BTHAZ LAURBE I NI, ¥EE & KO #E MMy
BoT, RERALTIe %A b A= - L ABFI%T-
7o, ZOEE, Fas 2RI LTV Marsiiachs o L x
WRT 570w, i MAP-2 fithx AV ol —EREETS -
XD HRERBROREL T -7, RE_CERAKE TR
MAP-2 [k o i B 4 R M & KA MO mE BT
Fas MMM R I AL (K3). 7r—H¥1 b A —-2-12X
DTSR & RIS W F RIS BV T h Fas O
Ar@obhic. BEBERC KT 5 Fas ORBEEIZAMBIIC
BIARBAB L DEBCS, -7 (R 4).

% £

BTt o fh D BT & ONTRETR BB s\ CTAE L B
RIBATHIE (R 7 m— v R) ETH P =V ARD B, IR
YENS IO ERSEN, MEOERSIC L > THEEX
Nic—BOMEC R bh s ZEIMIIE TS D, SHEh b O
BRI X b, MRBEOHE, MISFYE QTN X R
DRI LTERBITT?. ZHICKL, 7H P — v A R4E

BIZ L > TARBREL e Ml B S h A BB E I h s &
EHMRRETH Y, RESCHBEDOERRE, Molbitn, &
R i gz oh, ArICESrRIFEFERT
B, TEF-—VAREZ n=F VOBRM, BB IOHWREOE
8, WA {L7s & O BSR4 #, DNA 1= 180—200bp D33
BETAHY IR VA Y — LENOBA{LARI B E 5T L
FRFEAD DEIE L ZHBICR A I N B, ThET, &F
F, MR, #FERCBVTTE L — v ARETEE< OWE
pilsdh, BERECEGOEREMFICT R — v ANEE
Te R R L RSB RT LB,

1989%E1C Yonehara B3 7 K b — v A FHEER®E T 2 Hif
EHEBES VA BIHTAE 20 —F LB THBH Fas
Pt EB LY. T Z D Fas B35 T 5 Fas #E
@D cDNA 2% ltoh bit k-T2 a—=v 7 XN Fas HiE
i, 1o0MREREBNRS Y ETH IHEEATH D, 3198
DT I/ BMBThH. FOHBRAESMIEY AT VBEIZESR
TNF ove7 % —% NGF OEEAM VT2 — LHRIKEY
#HL, TNF/NGF L7 % =75 3V —ZB3T5. Fas & T#
TNF V72— (p55) OflaE ML, 687 3 / ERiThto b

BCAARE 2 R THEEAFEL, COFEEY, B Foil
LA BB A BE R BicT P A A v (death domein) TH
BT EMbh o THA " FascDNA #<w 2 T U v fE#
WHEAL, Fas IR M BB I D L Fas A T7 R —
VARGFEHINBZEND, Fas FIEAT R - RAD Y 7+
NERAICEL T2 Z EAHBA LAY, FofiEEs T
MA S Fas YAV FD cDNA 7 e —=v 7 kb, Eikfiz
12 Fas MR &E VA v 72 - FIRH LT Fas YV H v FEL
SUERGFORIET AR CTHREL TV L BHbM LIS
ForoIs

Fas fiIROEBIZ, WEx X UHITE, M, I0E, L0z
EEETRD LN T DY, FHICRERTIE, Mlar <1 TxD
FEEBB S &R, Fas R EZ DU 7V Fig, MWRPO *
HFT 4T eVI Yy, HORGHREMROKRE, Rk
T AEMEE T MlaokEic S EELAEEAYHE - TV A LR
EINTVE9, ACRERES =1 X £ MRS O HI1E 2
BEThHHEBICETIE Fas OS> TR I oo
DIL IR T A 2 BHEE ) o v <7 Tu, WIEMRT
Fas (RO 7H b= AL UL TE D, REOEBHEK
Fas S\ S0 Db O idh b Z L AEES h, BE~DOIEH
DT I h TV B,

AE, MR E Uiz MRL Ipr/lpr = & &%, Y v oSHENC4E
Biz T fifanERLECONBOERICL Y, AERGEBLECS
HFr U7~ b -FAROHCOAEERAY XL, KK T Ml
DREBELRETHHILPAENTWE, 2D X5
MRL lpr/lpr =7 A Tli2, Fas BEFOE2 A v ir VTS
v A YV (transposon) DA A H D BEEERY 7 Fas mRNA @
FENTEAERDOAILWE TR TLAEY, KRBT
3, Z®D MRL lpr/lpr = v AREBIC RO TR, X, 88
EDWTFRIZE T, Fas HH° Fas mRNA OFH T4 <
HZbhich ot —7, Balb/c = v AR BT HEEIZB\T
17, GRS LEMBRE T Fas BEREE CA2 & CA3
FOKRBEEICR VT, BERRICLLERICERI BRI
7z. ¥ I RT-PCR i & #5E T, Fas mRNA ORBEILK
B, N, BEOWTACBEWTAHRIRA. LT,
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NREEHEETAEARISMETH D Z LEES L.

ARG LEBRAT L O P Fas EAXKEFET
B ERBEBNETL T, ThEWBRTA-DIESE AR
DEFEMBEEIER LABCORBTRELRER T -0k, X
EMEL 7 e -1 b A — 2~ L BERET 7. HERK
i X AEETIZ MAP-2 BB O B Hla & KO HEEH
MO EZ BT Fas BHEMIBRAHER IR, 705 —¥ A b
A= X = X AT TIREEMC BT Fas DREBERE L,
KISHIBNZ B\ TR D — B TIEH B4 Fas BHEOMEMAR
BDbhic.

IR RO A BB S CIREY, SEERIARK A
EXh, £05B20~T0%OMABE LTI EEbhTW
Y. FoOFEEHESIT AN -y AELL, BRKEZ
5 R HIASE (naturally occuring neuronal death) TH 5 &
A% I MBS KRERT (brain-derived neurotrophic
factor, BDNF) X HEMFH M KR F (basic fibroblast
growth factor, bFGF) 7x ¥ 5 4 D X B AT OB 5. 23 7 RE X
RTWDBY R, PEE THNRIET % Fas 0BEESHBRA SR
Mo foicd Fas OB SIRBEIRTWzWL. LrL, AR L
bR —#C Fas BUEOCLDAH D I LR S hi.
FZ i & KINOREE Mg Fas RERT 5 Z L i fER
Ihiztodd, ZOREMENRORZH Fas Hiid® Fas V¥
VIFRERAIRAZI LI, EEMERRCT AL v AR
BETENE SHORENTREE -1, ThHR IS,
BAEZ 2WEMEE L Fas OB OWTORENF
tha.

T S IZIBHEEY o v~ FDEF AT RADBEBERNE LU
BEEIPICH Fas 285 L, # 55 CULB S 2 is B s D
BAREH bR E L, BERISAOTEEZRE L™, KER
BB Th Fas ORBET7T A -V ADEELIABEL
TWAHAD Z s, Bl Fas HitdE ik Fas Y # v FEHWT
Fas #/r LCHIMAIC 7 R+ — v AR BHET BB BO RS
CHRTWAY, fo b 2 IEENREBECH L CIFcinx
THEHRIGRE, (LR, RRRNRE LS DEZRIRRNT
PhTWAR, BRATRIOEMNBERBIIEZHLDTE
<, FHEFHNES.7~20.9 ACHY, SHELEFEIZLYR
A% TH A, Z 0k 57 BERBECS L CIIH Fas #i
fFEAVAH LWRREOBEN G INS.

L L, BREOB A, HIXH Fas fifk k< v A CIEERE
515 EBIEFALBERINDE® 2L X b, i Fas fifde &%
BETHZ LIHFRLVWLDOEEPLIS. LT, LK
BE T ABmKISHAATETH B & ThE, Bfik s ARk
L£EBETRRL, RFBRENEETHLEELRS. L
L, ZAETEFEMTIE Fas oRFCE LTk, FlaiRi
BVZiehbhTE ST, # Fas b Fas 1 # v FOMEM
T AHEBITETHS . MRS Fas 2 RE T2 Z &k
AFROERMLLHALNTH D, HEBERBEC BT 5
Fas §ifh* Fas V # vV FOISHEEERT A b1, Thbow
BT 2 BT LTI T 2LER DS 5.

# W |
Balb/c = v AR V)% Fas HE & mRNA OFRFBIL,

SRR LEHMFRI DN, RT-PCR 3, £@ilia Lo
TR, LFO LS iR,

Fb

1. Fas BEAR, REERILERNCEED CA2 L CA3 k1
CAREESE IEOMEMRICEELALR.

2. FasmRNA 12, K&/, BEKFELTLHZ L

BIheh, BERBORBRICHE LERER DI o7,

3. BB THAS MRL Ipr/lpr =7 AIZEBWTIE, %
B, /i, BEOWTRHRIZBWT D Fas ORFITLA Sl
7.

4. PEXD, £EACHEMRIE Fas 2\885 LTV 5T
BEMEDRE S e,

# 33

B bhicd, @HEELERELE Y ¥ LB TRZES S
CHEERAHBERLET. ¥, KEAMEERXED 2 LSRAZE
MR B RS NREREE, Mt BHFELLOCKHBESE
OMIEH B T LICHEAE Y 1 L AMETELRBEERE %
£, EEFMFCLALEE A LET. &b, BB LIARNY
HEE LR AEY 4 M AMEFTEBRBEHEL SO SRAEES
B EABEHBORBICRBEN - LET.
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Abstract

Fas antigen ( CD95 ) is a cell-surface recepter protein which mediates apoptosis. It is well known that Fas antigen is
expressed in the mouse thymus, lung, heart, liver, and ovary. Although human glioma cells have been reported to express Fas
antigen, it still remains unknown whether neurons express Fas, and whether anti-Fas antibody has any effect on neurons. The
expression of Fas and it's mRNA were studied in the Balb/c mouse brain. By RT-PCR, Fas mRNA was expressed in the
cerebrum, cerebellum, and hippocampus. By immunohistochemistry, Fas antigen was expressed in the CA2 and CA3 sectors
of the hippocampus and cerebrum, whereas it was negative in cerebellum. In cultured hippocampal and cerebral neurons,
Fas antigen was confirmed using immunofluorescence and flowcytometer. Fas expression was seen in hippocampal neurons
and also in cerebral neurons. These results indicate that there exist neurons which express Fas and that Fas might play some
role in neuronal cell death.



