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Abstract

AIM: The evidence has pointed to an abnormal increase
in apoptosis among activated Fas-positive lymphocytes,
mainly in the periphery of the Fas ligand (FasL)-express-
ing tumors. On the other hand, to a great extent, the oc-
currence of tumor is due to the fact that the converted
cells cannot undergo a normal process of apoptosis. This
study was designed to detect the expression of FasL in
human colon carcinoma cells and to determine whether
colon cancer cells SW620 could induce apoptosis of lym-
phocytes by Fas system /in vitro.

METHODS: By using immunohistochemical SABC method,
the expression of Fas receptor and Fas ligand in SW620
colon carcinoma cell line and Jurkat T cells was observed
so as to supply morphological evidence for the functions
of Fas receptor and Fas ligand. In an effort to examine the
cytotoxicity of effector cells, CytoTox 96® non-radioactive
cytotoxicity assay was adopted to measure LDH releasing
value after the SW620 cells were co-cultured with the
Jurkat T lymphocytes.

RESULTS: It was shown that the Fas ligand of colon carci-
noma SW620 cells was positive and the positive substances
were distributed in the cell membrane and cytoplasm, and
the Fas receptor of colon carcinoma SW620 cells was
negative. The Fas receptor and the Fas ligand of Jurkat T
lymphocytes turned out to be positive. The positive sub-
stances were distributed in the cell membrane. The non-

radioactive cytotoxicity assay showed that the apoptotic
rate of Jurkat cells remarkably increased with the increase
of planting concentration of SW620 and co-cultured time
with the Jurkat T lymphocytes. The cytotoxicity was sig-
nificantly enhanced by PMA and ionomycin.

CONCLUSION: The functional expression of FasL in the
colon carcinoma SW620 cells can inversely induce
apoptosis of Fas-expressing Jurkat T lymphocytes for im-
mune escape.
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BfY: FikFaslt {4(fas ligand , FasL)& 1988 B Bl G Y Fas
RHAA b ES A8 T B R 0. et & AEAEAR R RE EEA
FEAR AR IE R VR TP e M 2R Fas SFasLAELE i
HHIPR R FIR , FERY M IESE 7 A SW 6202 75 1] LU
SRR A AT

T35 BRI AU SABC I MZR £ 75 40 2 Al Jurkat
T BN 5 Fas 5 FasL B3935k, M2 M) Fas Al FasL
RS ML SARYE R AR A &4, e
SW6204E 733 A i 5 Jurkaci B4 i e % 55 5 LDHRS B R
NSO ARG AATEEN,.

YER: 2517 SW620 200 FasL Yo SLEHVER N, FHYERL
W AT IR M B S X, 1 Fas B4 JLF-
B EHM: BN Turkat 2l 28 Fas , FasL Gay&ZH b gy B B
SR, BHE S b = B A T A B . CytoTox960]
BB A 5534 R K75 SWe20 A 2 5% B T
MM (Jurkat T M) L5553, 1550 Fas /00 08 T URRAY
Titk A i (Jurkat T 20 B 208 T2, JEREE SWo208 ik
FERE DRI SRR TR O E K , Furkat TZARNEJE A L6 B2
¥ahn. &R IR S8Rz (phorbol 12—myristate 13—ac—
etate , PMA)YIEFE ZE (ionomycin) ) DMEME F5 I &
48 hit) KI7IEESWo20 4 i 3 5 I6E H T (Jurkat TZHH)
L35 Jurkat TAHMEIE A9 L AGHLRA 38 .

0 FEiE N SW620 FIRTIREVE FasL, 1) Fas FH
P Jurkat T #CE4HE, ek,
T, 298, WHL. KpBBRINEEN Fas BUANRIAE SINEB R ERIEN

K7 HEFRENEIRE 2004;12(9):2066-2069
http://www.wjgnet.com/1009-3079/12/2066.asp



R, & KNZBEARYIET Fas IRBIRIAE SIVE LR REY R 7 2067

0 SIS

Fas YL (APO-1/CD95) 5 Fas fil{£(fas ligand, FasL)ZH
LAY Fas RG%, TERATE 95 AL A 47 B2
YERL. 300 4 FasL 5 G R4 Fas Bl S, TEEUN
O PN I A R T AR A R R A AR T RS AR
FasLL (19 J BRI TR 1 Fas BEPEIR O 20 B 0 7= S i 4
I SO, MR R A TR AR R R R O
AL BIANIEAS BRI F T, FE3RIK Fas 19 TR ELAH
FLRIEAK FasLL (149 Iyed 4R A RS M AR FAE A 4v st B
HIBRFFEX &, BRI I R AR BE 75 id 1k H & Fas/FasL
RGN Fas /- R IR T @A AL H 52 B A
s, MIMEERENLAA Y S e Wit , L Zl 1 3RIA FasL
i M XU S R ek AT e B B

1 #MRRGEE

L1 A SW620 4 5235 B4 4L R (ATCOGR
FIANKIAIE A 2R (B 0K 24 B v K2 Joe 07 Connell [
W4T). Jurkat 4B 30255 EA 2 TR (ATCOWCE I A
2P TR L R Y T IR B B A B
T ST TERA4E). TIOOS AN 72 2 AN e e A 28 (R it
PRI 1= B 4t 5 3k SR AT ). B T8 2 (ionomyein)
R S A B (phorbol 12—myristate 13—acetate PMA)
B PHA(phytohaemagglutinin) M H 2 [E Sigma 2\ 7).
RPMI1640 575 F1 DMEM 3535 W B Gibeo 23 H): 1A
1M 75 B Hyelone 2y 7); A FasmAbHI A FasLmAb# H
At L AE P ARG R R 38 A7 SABC IR A€W H
BT A N CytoT0X96u Non—Radioactive Cyto—
toxicity Assay iR ) €W H 22 [E Promega 2y 7). CO2 40T
TG, IR B s, WG AT, (REKEE, i
TAES, E#n{(labsystem multiscann MS), ZAMIGH
MUY R B R R 2= s i 58 4 1L

1.2 ik SW620 4L A F1 TI90S i & F M REA K
BEFRION 100 mL/L G4 ML (FBS), 100 me/L 455
%, 100 kU/L HFHEZRA DMEM, 37 C, 50 mL/L CO:
ARG SR, Jurkat IR EEFARK, BFRERNE
100 mL/L i54- 13, 100 me/L 5682, 100 kU/L &
TBENRPMI1640, 37 'C, 50 mL/L CO. WG N EE .
A THEBEAT e 2l A2 SABC YL AT, Jurkat A0 F
76 PHA(4 mg/L)""RPMI1640(100 mL/L FBS)¥% 75 11057
24 h, [EIEBHAANEE PHA 19 RPMI1640 (100 mL/L
FBS)H5 305 & 24 h/E A X HA.

1.2.1 4L SABC YL (0, MER IS, K
iR, Jurkat Z0AE A2 7 4L (RPMI1640, 100 mL/L
FBS), FHMAHUE A, H#iA. TI905 F1 SW620(DMEM,
100 mL/L FBS), A [ fRZAINEEANN, FHICHEEH A
HATICH 48 h. FHJC/K £ 2 2085 20 min, FHZEMHE
KRG WEE, B 30 mL/L H.0, 25-30 min, A7
AR v, PBS 1232k 5 -4 5-10min, i
ER ISR A, W1 200 A9%91 Fas 8¢ FasLmAb,

4 CHENmELR, PBS MBS, 1 2001
FHiA G El FIEE 4 h, BT © 100 i SABC
EEYTEIRTE 2h /)5 DAB B4, 5 g%
il SN SR, FH PBS TR — /e m I i,
AAIRIE) SABC Jr k. WAL S I Ny FHAE A i 2
ERE ORI, T RAEONERE G, HENES
TR, PR RS B8 Sk B B 1
1.2.2 RAMAYSEN:, R CytoTox96" RS 4N
AHTEL, TSN 4 SW620 1 TIO05 (% E4H ) 5 Jurkat
AR ARG 5% 5 LD HBE (A 2507 200 B A AR A 500
Z RN SR EAE . e T4 A R4 o
MTHT, Jurkat #4RAHSA PHA(4 mg/L)""RPMI1640
(50 mL/L FBS)R; AN H 24 h J5, B.OF L,
A RPMI1640, WRAT AR, HtitE. SWe620 il
TJ9O05 PPN 4RAEH A 10 Me/L PMA Jill 500 He/L 2
FEZ M DMEM(100 mL/L FBS)""83 32 5055 48 h, [A)
5 3% PR RS S 4RI TS & PMA JITES T & &R 1) DMEM
(100 mI/L FBS)S5 37 5L & 48 h, FIEEGA EDTA 435
HALE, ARlBuEfe DS, G, FMA 1 mL
DMEM(100 mL/L FBS), MHTANIEAER. mitkit o
2 HE 100 mL/L FBS 93555 DMEM (PR 241 it
4 10 He/L PMA Jill 500 He/L BT F & i) DMEM 55 5%
I, R PR A FA &8 PMA NS FEEDN
DMEM $55REEXT ), 43 IR B2 4R ik B2 R AR B
2 x 10°/L, 1 x 10°/L, 5 x 10%L, 2.5 x 10%/L,
1.25 x 10°/L, F%FhT+ 96 fLEGFM, HFL 100 pL,
PR ERE 3 ESL, T37 C, 50 mL/L CO» 555548
WIFE 24 h, FRANiESENRBEI AT T 80% 5, BR
ERRIHME R LT, 2 x 10* 4 Jurkat 40HEFE A,
5 50 mL/L G4 I (FBS) Y JC B £1 RPMI164035 77
ZAFL 100 ML, SRJ5, B0 25 PR A RN S30 4H R ) 85 37
2.5 min (250 x g, 4 C)RUBA RN L HE IR A1 e 12 Ak
[FIESHI S SR AR LDH B & BACE . FE4M LDH & OB
B, RN AN LDH B ZRE . AFUR IE XS BB
BT o6 FRAE. AN B AR RN : AL
N (%0)=(SE B A {H - 30N 40 B AR A{E - FE4
B R R A/ R AR A OB A - $R 40 B 2Bk
AfH) x 100.

SRR R 25087, B SPSS10.04t 4Kk 4
TER.

2 B#HR

2.1 Fas, FasL % 9% 202210 52400 45 2E g SW620
AHHE FasL Yu o 5t PHME RO, BEHE B 10 4 F2 8 o o T
20t A B B R A2 ) X (TR LA, LA DX I AR X v
1M Fas G20 JL~F-5 B 0 (I 1B). Jurkat 405 & Fas,
FasL Syl b gy 2 BRI RN, PRI N 1 E 2 e fr
FIEB AN A A, A DX AR X v e | B AZ S B
N (1 1C, D). TI90S 41fE Fas Jett B pHM:, PRI



2068 ISSN 1009-3079 CN 14-1260/R

BRENBME 20040298158 F12%8 F9H

MEEEMTEMAEABESER, BE 0K
1E), 1 FasL 2 53FHPER R, FasL BHPER N P12 E
S TR M SHE T, e (Bl 1F).

22 A EAA SW620 PR SHT, F£E T H
10°1, 51,251, 1.25° 1 /M0.62 1%
I A SW620 5 Jurkat $E AR %57 4h A EE AL
NN 14.9%, 10.5%, 6.9%, 5.8% M 3.4%, 4
T2 R R E(F =345, P<0.05). SW620 35 4 &
A 10 He/L PMA i1 500 He/L B5-1-2 28 1) DMEM(100 mL/L
FBS) 32 50 & 48 h J7, SW620 ZHME5 Jurkar 2
b3, FEE T RH10:1, 51, 2.5 1,
1.25 2 1 F10.62 - 1 U 4HffL SW620 Y Jurkat $E 41 g 4
BE 3% 4 h AR RGN 3 3R 74.6%, 40.8%, 32.4%,
10.9% M 4.2%, Giil2rz53 08 (F =8.19, P<0.05).
EETH51, 251, 1.25 1 F0.62 1%k
I A SW620-5 Jurkat FEAH A %57 8 h 4 g #3134
RS K 83.9%, T4.1%, 28.5% M 21.4%, GiitsF
EFREF=137.04, P<0.05). SW620 Fi&H PMA Fil
BT ZE 1 DMEM(100 mL/L FBS)IS & 48 h 5 S &
H PMA FIE 7B ZE A9 DMEM(100 mL/L FBS)JF# 48 h
J . 2 2B B 2 HNASTR] EL 17 SW620 4TES Jurkat 21
MU T35 55 4h S EFRUR £ 57 8% (P <0.01,

%,

<

LI

" -

r

%= 1). &6 PMA I 1% % 19 DMEM(100 mL/L FBS)
7 48 h 5 A SW620 5 Jurkat 447 45555 4 h 400
HEHMREHE S THASE PMA MIEFEEN
DMEM(100 mL/L FBS)JF & 48 h Ji5 /i SW620 5 Jurkat 41
TSR 4 h HEEAEFRCR (P<0.01). SW620(A [ 1L
Bil1) SW620 4iAE) 5 Jurkat MBI 7 IEEFE 8 h 4HHEAAE
FRICR B 2 551 SWE20(A [F] LU 461 T SW620 41 ) 5 Jurkat
YRR TSR 4 h AHIEFBEFSIR (P <0.01, F1).

F1 SW6E20 M5 Jurkat MIBHITIIZFABZTHIELR

ERIE F ey P-value F(8 h) P —value
=N 27.71 031 1.11E-05 475.9 873 247E-17
7] 10.29 316 2.28E-05 77.62 379 1.7E-12
ZEH 5.137621 0.002 832 51.09 462 1.43E-10
HEENHEFEST.

2.3 FNANHE TI90S - FHUANIE & 4T, AT ELFIRY
TJ905 45 Jurkat 4R A% 4h AR B B R BCR TS
B SL(F=0.25, P=0.782), TJ9O05 il 5 Jurkat Z4HiE
FeEEFR4 W Jurkat 40 S JC AN R R AR RUR. AN EL 1
TJ905 4l 5 Jurkat 4IRS 8 h RAEEERECER T

1 Fas, FasL @R {L2% & SABC x 200. A: SW620 48 FasL(+); B: SW620 4B Fas(-); C: Jurkat 488 Fas(+); D: Jurkat 408 FasL

(+); E: TJOO5 40 B8 Fas(+); F: TJ905 40 A8 FaslL{+).
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Giiterim (=292, P=0.105), TJ905 4Hi 5 Jurkat
YA 728 WX Jurkat A0 B TC AR B R A B3R AR LG
B84 TI905 ZRHEL(IN24) 5 Jurka 40 L35 55 4 h 4R 25 5~
R It am L (F=0.04, P=0.965), TJ905 4iifif
5 Jurkat 40035535 4 h X Jurkat 400 JCAN I EE 245550
B TIO05(A B HL Al TI905 A5 Jurkat 4 fEF 73
i35 8 h4 7 /E R 5 TI905 (A [H] He 11 At TJ905 41
i) Jurkat 40AE A7 L8535 4h A0 dVE FHSUR LS
222 5P =0.934). H&E PMA FIE FHEZE K DMEM
(100 mL/L FBS)#¥ & 48 h J5 11 TJ905 5 Jurkat 4017
FeEE R4 W R EF SR S A S A PMARIE TREN
DMEM(100 mL/L FBS)J 7 48 h J5 ) TJ905 55 Jurkat B
TR SR W E R SR TS 20 22 57 (P =0.927).
AR REEE AT 2 BH TI905 A ki e JoJed 241 e 32 5 805 9 T4
M (Jurkat TANRE)IEEEFE , ANBES T Fas S IOTR T8
A T I AT Jurkat T 408 AT

3 e
IEH AR AN RIS Fas LR, S RRSEMR 3 (UNARAE |
NIRRT . FasPilRaRIA iR, 4HRRE: T L 40
MECTL) AR A i FE 400", B+ CTL 7Ek
HMERLT R, FeA T Jurkat AHEE R i
LA SW620 4Rl 5, 2 IEE AL RPEATCOMR
ARG AR, HALURIE N ZE 7 BRI
WKL 2. AT IEHE— 20 IR S iveg 4E R Fasti i K500k
WA A Fas REUCHNGBRAER], i385 A B 3R1H 1 FasL
SEERN TIKE 4RI Fas 55, 55 THRAL
JAT, i R R . MY AR Fas/FasL i
RES TR T, Pk s RIS AT 2y
228 Mgt Pt Fas/FasLA S0 T FIR iE 1 Fas/Fas L
ot T kB4R BRI KA A ik T
Bl FasL, BERIBHAE SR Fas MIFAHIETA TS, B
RFEERE AL WF9E s PMA IS TR X B # HiH
SW620 1 FasL 2B [1ZRAKF", ARBISEUESS PMA Hl
SR e B I N R DR e L et
S A1) Fas/FasL 22355 e G ie ik 1% 2%
PIREDG , 3 A R T R) s e 7% . B R SURR AL T3 &
B, WEL Fas/FasL 38 M AG SAL Rl BT P AR 16 14
BT ERIBTETA . U7 Mg S RS AR B
YER. A TEIRYT 2 )5 S i 4 i R AR Py A A 1 e
AR T I AR I R e I R R A K —
MEEF R, Fas/FasL £iE 5D, M40y
AT, M A2k FasL, Sy dn i i
Fas ISTRIATS, MG RENLIA S REEA AN X 4G
Mg SeoZe 4 ik —Aopr L, B g I X Fas/FasL
A AT AU 5 BHBT Fas/Fas LA T A X TAH B A A%
HEH].

B2, Fas/FasL Z2EN SRR T-7E Mg e b &
PEEEEAEH, 78 CTL A0 Mo 40 i n s mi AL il 4k

TR () So s k30 4 T T Sk PR R DR T R Ak f
EVRIT IR ML T BT A . MR AR E 1 Fas 1842
T TR, ARG — R i s G kR bl
FANE ALY Fas 1 FasL ZR 8L DL R AA 1/
SMETE50ES, TEEHE BT Fas/FasL £
GEN T AR T AL o AR R LR T B ER
B, WrTRES A iR I E YT SR 1 T BER ik
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