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Fas/CD95 4 # At & 3156 B F(TNF) / 4 2 4 ¥ B F(NGF) 5 F SRR RKAERR, £

LA T RN RBZRAT T OELFETZHER. @REBKIZ Fas 3 0ATIZSE, 24
foX caspase ArE AR AT IR T K MIRATF PESL TS, Fas AN T/B B mftey AT, FiXmie
BT L F A BAUR S TP A £ B4R . CTL #= NK ¥ 515 4 feL .38 1§ Fas-FasL /~%
4 b R T T R AR x de R e R AH AR . Bk, Fas-FasL 2% EMB. A5 LAk B. XA

FRmitRd KBGO,
S8

AT IR — A EAREE LT, YUk
M NIRRT E R AR ES A s T
O, RFETMESE T (programmed cell death) ) F B %
Ko AT S M RMERSSFESHEREKEK
B NI EERR AN S R T b A R AT AR,
TEA BRI IEH R B AR 2958 5L b i 40 o sd ik
TR ER

S M N AR IS 5 RGERE 4 1) R 5 A M
A2, HpaiGETEug K Bax. Bel-Xs. ICE.
Fas/APO-1. c-myc. nur 77. ich-1L. p53 %%, Ll
KT HMAIEE K bel-24 bel-XL. ich-1s %, Fas/
CD95 15 A i SR BE [A F (TNF) / #1424 K K -F (NGF)
oy TR R, 104 M T R AR N S
T RIEEENIER . EER, Fas 5040 M
T S e A 395 B vh R4 P B BT LA A R AE RIS
FRPOE 2 —. ACX Fas RERARL. [ ESESR
DA B LA 440 P VA O 1 A e IR 2556 7 T R T3 R
E—g7ik .

1 Fas-FasL &%

Fas X ¥k CD95 8, APO-1, £—MEEEA,
JTiZRIAERE R ERD. HEORSGHAR
TNF/ NGF 4 FZ KRR AR, Fas &6
335 AHAEMRE, HrTFEZN 45000~52 000,
Fas J& T 1 RUBS 4R, (HE 0] DU 4 K SE
ANFEEE, FAREMER T sCD95 (soluble
CD95). Fas nJLA7EM R4 M, VELHI T Bk
Sif, NK 20 M0 K SA 40 B 55 o e 40 i SR TR S92

Fas/CD95; MM HEIAT

Tk, WAfEE TR S sciRg4l 89 k.
FasL fE45H4 E 2 ECR =84k, & TNF B0 7KK
FIYED, IRk, MK T MRREN
FasL {770 I 45 6 5R (1 P40 Ry bE B (1 P27 BIFIE
X BHHOT, P40 LIRAIERAEAE, w¥ T FasL
(sCD95L) L = ALK P8O /L. FasL T EAE
EALH T B R RERED. A, Hr AL
FRAMBAISN R I T 400, g, E2/0 R
Fuv gld /S B RS G % 41 2 A FasL 3RIA.

2 Fas T SHEMIATIRE

I MAE W BIE Fas R MAT(E 5 /5, £
LR IR ET IR AT LT, WX Fas 4
S ARIE T BUR G 4E B4y AP AP . Fas T840 g f0
Fas IT BU40 0. TR4NME, WBaARANM, @it caspase
BREESETESE, W A4, @i, 8@
It LRI T R, RAREEE I &, 48R
B c BN, MME%E c 5 Apaf-1. caspase-9 HY
&, ATP/dATP JE 8 T-1&(apoptosome), RJ5
I BT caspase-3, B TIK caspases FHK LY,
FEAMMAET.

it Fas 75 305 | A 40 o 5 R0 18 B 40 2
5 T #EMM(CTL) KT LRGN R FERLR
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P EE IR AL A B TR A BRI R P e AR A . S
JE [ CTL o] LAY AR b B P A 07 sCOR P e 48
9, AT LSy S IANBY B B — B B CTL 1540
Y B FF i1 15 K FasL K152 BBt CTL R
FasL 5#0 40 Mo 410 (1) Fas 454, B00E J3 5 40 40 a5t
W “EARRIT”. 41 L Fas YU IFE B AR
LR 45 & 5 CTL 3R I1H (1) Fas BCAATE B Fas/ FasL
SEW, I B O ) B0 A A% 32 A0 R T

e,

3 Fas fHXG%ZIATIER
3.1 THpih Fas tHXRIEAT

7E T A /At B b, VA6 T 41 LX) Fas 4
ST AT SRURMESE L A i el R AR RR T
T, BN 0 T AMAKRAERET . ekl
FEHF TR W TCR-CD3 A Tk A ik 2 —
I1EH . TCR-CD3 X1 T 4710 Fi3 A4 o &
PFERERZZPFIEMN . OWEHm T ARHEREZRA
TCR-CD3 1555 5, M AR 2IPE T35 S5 5
4 ¥ (death-inducing signaling complex, DISC) H'f]
c-FL IPL (41 i FL ICE #8& ( K HFA) IR
A c-FL IPS (411 /i FL ICE #1318 (A S Pf k) 1K
B2, ATHRE, Fas JET 145 A H A (Fas-
associated death domain protein, FADD)#H! caspase-
8 AIFEZ Y5 T TCR /v 31 T 4l M (E It #2, B9k
W] FADD Al caspase-8 @ %[ T 41 ffirt, TCRA5 S
@A R AW, [RAf, TCR-CD3 @il thi&i2 )
I TR P AT 8 CD28 B ) ) 3£ 5 1o
3.2 BB Fas tHXREIFHT

PR L, B 410 Fas Rik B #F1H
%, [FI40HI% Fas A0 C0ENE®R. A5
KA B A0 RS2 LA KR . AL FE BCR.
CD40L K4 X+ . (K/KV-1) 8 S PR RS e T
PURZ RS R4, i B 404 T & MR ZS 508
it CD40 N5 1) Fas/FL #7215 ISR . &
AE ) B 40 i A A T A R AR BN LA S 52 0 BE S g
R . MR N 2 G 5 HLE R R FEE AT,
¥ B M TR AR IEEEE N . Fas 5
FADD & 428 Bk I 1k DISC 4 Fas /153 41 f 8 7 1)
20, 1M caspase-8 fiff Jii 2 i FLTE MW p20 B
& caspase HIETH NI —2, KXW EELD
B Ad it BCR {5 iR AW, s LRt T-E A
c-FLIPL [{J7K-F10n, ffi Fas A3 A M T 5 6

EgR AL, X B AR R ER .
W& Y] TGF-B1 BE 2.3 15 35044 B 40+ Bel-2 /9
%1%, {H[AK c-FLIPL. Bcl-XL. Bax /& Bad £i&
B W E N, RN & 2 4il Fas 55 00 40 o8
AR, JF HILAMEIEH 3 2 i PI3K/AK (5 55 F
wapnn

3.3 MAEEFX Fas N SAT AT ER

IL-12 S22t 46 Th 434624 Thl 40 i 72 o
FEEMMA T, & Fas A FAHMAT SREPHEA
—EMATEH . FEREALEE A S Sh v LA RS
M EIE S K EH Fas M ROBRMEMET, AR
RGAETRE RS o %I TR b 2 R4 5 e 30
K, SRIARNREIEE RN S, MR c BB
KA caspase HELIEM A K. IL-12 Wi ik cFLIP
L K caspase {5 5 i& 1% TCR A F IO ML 115 5 77
AW EE N HIE AT Th 40 ok 4L 73 b 35 . W 5%
BTAMRSIL- 12\ A, CD3 %5 Fas {1 &
U/, caspase-3 Ml caspase-8 [K)I800E 57 B4,
11 FLIPs 31k & 2§ i,

IFN HAPUR . PURRIR G A .
TEXT A549 fifi b A4 Mot 70 A2 b A B IFN 2
5T X} Fas ™S4 M08 28735 . 7500 Fas $t
RFIIFN 6 h Ji nl K0 31 caspase-8 (154 /i 1% 4L Fn 4l
M5 o MRS, BT IFN BER8 I £ (138 hn
caspase-7. caspase-8, {HX| caspase-2. caspase-3.
caspase-9. caspase-10 A L1,

4 Fas M SHMATHERKRPRREAT
{ER
4.1 BERER

A0 MO0 T AR LA S i 52 AN g2 Y- 1l (1)
TR IEEE T RE RGN B & s Ak A&
e, X F BT R RGO B 5 A R i
%, 3G R 2 ASNE i 52 . 3 Fas/FasL 76
T Z AR AR EEMEM . 9 E S 52 84T
i, RGeS X B 5B P AR RN, B
KRB H S . B8 R EER T 40 R
B S G AR T R IR, IR A B RO
PERIRNY. T 4 MIF 3 5 Jifk . Fas/FasL 43 (140 g
TN AR SR : Fas 1 FasL iU/ 558748
sFas 38 i0; FasL — FAKM /> 5515 Fas 255 (9%
55 Fas 15 5 9899 LL AN RIXT Fas 41 M08 1723% 1%
) BH B %% .
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H & % bk 240 o 388 2E 45 4 1F (autoimmune
lymphoproliferative syndrome, ALPS; tB#X Canale
Smith syndrome) #& Fas-FasL & £ Zh g 2 8L Bt 7
Lo XA LA EL LR B 5 50 A REIE
JUBE R o oI B N P 45 A T PR 1 K,
T AMBE KB ITY K, N4 8 5 #k.
Poppema “F"“A Ay ALPS J%EH! Fas-FasL A HAHK
FIVE T2 3K caspase-8. caspase-10 &4 T F[HAR
5, FEUEHE THMAMB AMINGEERLL, mMEwE
AR THEAREAE, FET B, e
AL 5 — RITRIE -

2 KPEREAAEMS) A2 KA AR A6 SRR - —Fif
B R WR R M RGN, AT LU R I
PEEMAKIAT IS . AR MS £ B 5 K
Wi, CD95-CD9SL I ¥ 55 Pl 2 RGE M R B AL AR
WA EVIR LR IMER RS R KE,
CD95 FIX BRI LA AE P IX 42 R GEH Hi CD95
I I A ML E T8 D AR 7T B8 S B U T D Rk
903 7 H R T R IR

B A BRIE(SLE) S B 8 REikmd, H
T M TR ARG, BB N B A0 MG,
PEAR MR B SR, Kl SLE M Ah A i A4
A CD95S mRNA, AILELIEHR A 60 &AM
B, RMPA T ERRE . AR CD95 mRNA AJ
18 CDO5 Y5 5 & 73 2 5K 10 AN BETE 40 i R T R ik,
AR T K (sCD9S) A E TR . sCD95 7]
LAE CDOSL 4, EAEEMEEEEE S, sCD95
5 CD95 74+ [m] CDOSL 44, MMM T 41 fg i
T, FIEERRE PR, 85 RNEB 4T
WHIRER L, A& TRENR B & sTEre.

fH-1- FasL 7E 1E & X #H £8 R Di(central nervous
system, CNS)ERILARL, /£ MBP (myelin basic
protein) AT EUK LI B 5 % MK 88 K (experi-
mental autoimmune en. cephalomyelitis, EAE) i &
b, BN ES E FasL, KA ) &6
PERBAIHI S EAE, 8 BB IS 00 R 0 B 1 %
AE, HIINCNS R MR T, HX MBP ik
SR TIEWER, ARSI, BUR R IR
2 ff %ot FEALIY) FasL BT 5 S 08 T m JERUR,  TE 1LY
E WAt 552 0, X IR R Rk Fas SRR 4
MZTC. BN, DRAME L BERENIRY L8 .
4.2 By

Fas-FasL &AL MRR SRS REH—A2

NATTHIRFE ) B ) . R B3 1 S0 R IE AN
REAE 205 R A e A, T P 4 P A e i 3
TBE G 7% WA AR 55 e g8 SN SR IRAG AR A7 . OB o
U, RS A o kR G AR G e AL .2 —
Bt tH T 71T Fas/FasL R4, KI& FasL K 40

RIS R B, B A AT

JeE A0 ALY AR L SRk FasL A2 (F1ibk .40 fa 7181
76 R H FMALT(S F AL bk AL 20O B0 s
RIERCR, BB — 2B AU T MALT A ELH
B 0B It — AN AL A AR AR S fi BH 1B Fas 73 T &L,
Wkt Fas W ER A AT, MM Fas ¥ K45 D) e
SEHL e,

Gk o BT H RS, BRI
JiTH: ERGERAL, SRR MR E AT (AR, s
FE)V NS R ARG ol FE A AP0 SR, =2

B A Le R LR (BT SR AR R AR N AEHA . ST
MARAERIEHE T W . Fas/FasL RGAL i #h %
kb A ETE L. HEHREAEY, Fas R
S0 LE P 40 B 1 S B R AL R h S R . —
T, R M T DAE T 3 ik FasL 177 AR
TE ¥ CD9S T 44T A, HISSHURI Az Jo
F—J718, TR A A B SR IA D B AN RGE
Fas, MIfM& H &8 T M &IEH) FasL 14,
R T MR IAN) FasL th THA 24040 My o 1B
HTHBK Fas, 5l T MM “AR", Hik
BB R B 1. SRR DO 2 i B E
PR 23640, Buonocore Z4% 4w/ il FasL 19 &
3 e S B R B N AR AL/ B R AL RIR A DC
i, g5 K1 FasL 1y “ /4% DC”(“killer DC”)
RRFET. HA Ipr /NRIIX; /£5 S T FasL i
Befris, EIEEW RS Sl 20,

4.3 HIV

Fas 7E A\ A& % 3% 815399  (human immunodefi-
ciency virus-1, HIV)/E&YL 2 #5474 B 21 1)
fe. IR1S I S BRI (acquired immunodeficiency
syndrome, AIDS)¥i A, HIV HH 4 M &1k
FFFARER R 9 R ) CD4 + T AL RIR T .
I Fas-FasL RZCH5IA e HIV =E BH A& 0 55 40
TAER I CEE 7, IR T T A B AR
S0, HIV EEGY A JE iRk B2 85 i T bk 4
MIAEARANE 5 KA BRI T Fas S IH T K
EE SV T (activation-indueed cell death,
AICD), Xl & T 40 f oh e o M A s R
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Apoptosis and Potential Immunoregulation Mediated by Fas Molecular

Xi Lu!, Ning-Li Li!?*
(®Shanghai Institute of Immunology, 'Shanghai Jiao Tong University School of Medicine, Shanghai 200025, China)

Abstract As a member of the tumor necrosis factor (TNF)/nerve growth factor (NGF) receptor superfamily,
Fas (CD95) plays an important role in apoptosis and immunoregulation. Once Fas binds with its ligand, known as
Fas ligand, the cells expressing Fas goes to program cell death or apoptosis. Apoptosis mediated by Fas-FasL
involves in the clonal deletion of T cell and B cell in thymus and bone marrow at the early stage of the cell’s
differentiation. CTL and NK kill their target cells by Fas and FasL interaction. So the Fas and FasL are very important
elements in maintaining immune system homeostasis of the human body and involved in autoimmune disorders,
tumor development and acquired immune deficiency syndrome.
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