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Changes of serum levels of soluable Fas and FasL in lung cancer patients

KER, FHA, T H—
PE 400042)

V84N 1k, A KM Fas/FasL 72 40 (100197 22 Jey PR T i i 21
SUEAL, WX F L rT I 20T B B Fas (sFas) FIA[JFE FasL
(sFasL) S8 i 06 &R M Z R ST . ASHIF 380 s A 00 D 2 P il
RN sFas &5 sFasL FARRFIE 19K B 5 EH AR HLAEE,
HIEER] sFas F1 sFasL € il A 9w AL A B i/ 1, S adk—
AT R SR YT T AR

1 #e575%

L1 ARk RiR

TR P Pl &1 JD L TROHR AR B B = R K KPR B &
W shFEeRL 2003 48 F & 2004 4F 1S AE g A il AR A
0 DG T e 1 3G 18 ], I b DR 14 0], Lotk 4 B AR i

PEEBAT A EA (1965 - ), B WAL A IR Ak BN P B (R B, R 3
2, B TSI R A AL Rl B SRR PRt S L K SR e
40 4255 . HLi . (023)68774516

WS 5 :2005-03-14 ; & [5] H HA :2005-08-20

(E=FERY

AR B I M SR, K 400037, KHT I B 4 N SRR H L, T

40 ~73 H PN Sy 53.5 &L R ERATIE R N 8 {4 o 4l
WG IR E . AR WHO [ 4 5 BHL 4 8 | i 6% 98 8 91, i g 088 S
1), o el o 2 o, Bt/ A 1 ] AR A 2 Bl A
Sri, Lo~ [0 00 o, T30 4 ], V30T 3 Bl S Bl AL e
R0 347 ] ) o 3 32 T AT LSRR RTT RO R EIRIT .
1.2 XA AARW F ik

113 sFas F1 sFasL {5 £ 5% F AL (& e .0 ELISA ;| sFas
Fe sFasL X7 &4 b I Vg A S Rl £ Sl A7 BRZS RI4R 3, BTy 4
JE AR A 2430 4 L3 S R e RUE v R AR AT R
A T s U R
1.3 A Fas,FasL & -$ 4 £ Rt 5 F|

JIT A D (0 00 0 5% 2 1S TR AT I Fas DUBRE &
100,50 25 .12.5.6.25.3.2.1.6 .0 ng/ml = D {8752} 6 4g
VEE, m i AnE M2 . FasL RLARAE S, 8 000 4 000 .2 0001 000,
500,250,125 .0 pg/ml 2Z D i 70 % $0A% 1 1F ], i i b e
2R FRYBFES: D {76 1% M 28 [ L B AR A Fas/APO-1 & #
B FasL 8.



2480 = F B K % ¥ M

o7 4

1.4 it $ 547

BHBAFRLL & £ 5 F7R3, FJH SPSS 10. 00 G5 i 4k ¢ ik 47 %
] 5 2 5347
2 #R

IR PR 88 035 sFas sFasL A4S0 45 52 . it L3 sFas 2
sFasL {H AR RTH] 2 & T ARG BIEH % A (P <0.05) i R
S IEH O M R B2 5. PR 1.

F1 sFas sFasL ZHASBEEE (2 +5)

Ar4H sFas %Kt ( ng/ml) sFasL( pg/ml)

i R A il 20 58.92£13.39 ¢ 703, 11 + 160,95 *

St A f5 £ 33.63 £8.19 376.50 + 173.42

IEH S B2l 38,255, 12 312.50 £33.70

# 3 P <0.05, 5§ 40 b 4%
3 itig
3.1 Fas/FasL 9 L 4 M AN FA T 01E 54
i g 12

FasL F&35 T W ) T 4000 . 28 25 40 40 i 35 20 8 240 i
FHC Al — 26 41 20 F0 41 0, BT 35 FasL ( sFasl) 2 5 Fasl,
(mFasL) 764 R AGRE RO 9 AR R =", Y sFasl 2552
BOUESE , TER AN HAT A ) 1 1, sFasL W 55 Fas 545 1 1
BT WIS R, FasL-Fas 458 J5 , & 608 Fas TR MUAE 1%
B HTE MR — =R, & B Fas ZEMAN &/ —BLKC
260 ~70 4~ B AL EL P4 19 R BE, BRAE TS 4544 ( death domain,
DD) . 5 Fas KA RN IR 0 Fas JET-45H9 $H1 6 8 (4 ( fas-
associated death domain, FADD) s # MORT, , .25 [ ) C A b
AT —1 DD, & Fas () DD [R){§, Fas 5 FADD figifi i DD JE i,
TR AR T AF A, FADD #9 N S 6 R g FE 100 45 # Sk
( death effector domain, DED s{ R MORT, 548, , iZ 4544 fh &
R ESEEE MR- E A caspase-8, Caspases %
e PP — B B O S8 T 5 | O 5 R 1 — 2R 90 OB R, S80S 11
caspases {F:FH T[] (4 JEC 4 7 A= A [6) B4 07, F J2 400 Mt % = O
s
3.2 sFas/sFasL 5 i 9§ %, 4 3k 8

AREMUESE" " F WL LAY sFas 26 T2 37 sh 4
B AR R sFas & sFasL 25 T 52 (AR 1%
FEI S A i P o sFas W] fEIH ot FL0 B Fas 23 35 9
454 FasL MIRHLIT Fas 1+ RO 40M0M 0. Bk, M sFas @93
iR, VI e o 0 40t 0k B Fas A ) 490 IO 1, 5 2 A R 40
T . sFasL AE(l 363 Fas HUIE A 400 40 NK 40 i -,
P sFasL 75 MR A 1 R % 1S B i 18 3= St I Gl T %
fEfE A

3.3 sFas & sFasL 2 M & o4 46m) & & L

T 32 W], sFas FIR Fas 250 PEL S FasL 255 0 I
AR T AWEFT R IR sFas % 9 508 5 BRI i1 W i B
1, R X — W

bR 102 S 3 — T D P ki ML Y e . A
R, AT FasL 30 40 40 A U2 07 % 4 40 1 3 20 . Fas
FasL 1 1 A A 00 al e =ML ol 8 7 I O20 400 M o 1= Hp 15 3
U B 2E R 40 | B T B B 2 T
P FasL 3N A9 FE Fas (8K ELATMIIET . A< B 9% 28 0 J &
PN sFasL K58 85, i A S5 9%/ 2 IE R K F . 88 Wl fig
SR 330 P AL ) FH P T A2 o 9 4 M ) — e e Rz e L

L5 AT VR IR 40 M T Fas A A0 08 7 il 4 o BEL M
Fas /S35 T ALY A G505 F, T30 Fas #7215 S i i
I8 G ki , 2L R SR8 T T A — PR R -

R N s sFas s sFasL; GE ool s i b ikt

FEZSAS . R730.43;R734.2  HEFRINHAG: B

B 3L -

[]] Kayagaki N, Kawasaki A, Ebata T, et al. Metallnpmleinuse-medialed
release of human Fas ligand[]]. ] Exp Med, 1995, 182(6) ; 1777 -
1783.

[2] Tanaka M, Suda T, Takahashi T, et al. Expression of the functional

—

soluble form of human Fas ligand in activated lymphocytes[ J]. EMBO
J, 1995, 14(6); 1129 -1135.

[3] Tanaka M, Suda T, Yatomi T, et al. Lethal effect of recombinant hu-

—

man Fas ligand in mice pretreated with Propionibacterium acnes[ J]. ]
Immunol, 1997, 158(5) : 2303 —2309,

[4] Cheng J, Zhou T, Liu C, et al. Protection from Fas-mediated apoptosis
by a soluble form of the Fas molecule [ ] |. Science, 1994, 263
(5154) ; 1759 - 1762.

[5] Cascico 1, Fiucei G, Papoff G, et al. Three functional soluble forms of
the human apoptosis-inducing Fas molecule are produced by alternative
splicing[ 1], J Immunol, 1995, 154(6) ; 2706 -2713.

[6] Hughes D P, Crispe I N. A naturally occurring soluble isoform of mu-
rine Fas generated by alternative splicing[ J]. J Exp Med, 1995, 182
(5): 1395 - 1401.

[7] Jodo S, Kobayashi S, Nakajima Y, et al. Elevated serum levels of sol-
uble Fas/APO-1 ( CDgs ) in patients with hepatocellular carcinoma
[J]. Clin Exp Immunol, 1998, 112(2): 166 - 171.

[8] Midis G P, Shun Y, Owen Schaub L B. Elevated soluble Fas ( sFas)
levels in nonhematopoietic human malignaney[ J]. Cancer Res, 1996,
56(17) . 3870 - 3873.

[9] Suda T, Tanaka M, Miwa K, et al. Apoptosis of mouse naive T cells
induced by recombinant soluble Fas ligand and activation-induced re-
sistance to Fas ligand[]]. ] Immunol, 1996, 157(9): 3918 - 3924,

[10] Golstein P, Marguet D, Depraetere V. Fas bridging cell death and

cytotoxicity ; the reaper connection[ J]. Immunol Rev, 1995, 146
45 - 56.

(4hiH  MRAGE)



