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ik B
By ik R B KM J% 40 B Fas AR B3 T il 5539 4] B 5
FLIP 49 %4k 25, #57T Fas. FLIP 3 X % 5% &0 AL 8 = 649 %4 v,

Tk RINER R A, BB AR R AKX e
ARAe i) 2m ik #1 Fas Zik %, ¥ %% RT-PCR %M E FLIP
mRNA #97KF, 55K F Annexin V HE3EN 48 JL%T Fas A5
& B T 0 AR BT

R KEmieA®E Fas AL R RF, L HT-29 @i
B9 FGRE A 42,46 + 4.32%, R & T HA4 3 HRMIL.SW620
A= HT—29 2B j& FLIP mRNA 2% %, Colo205 &P, Lovo
W) 2[R P B A ¢ T AEAT —4k FLIP &k fabk6g 2a i, FLIP, #9
FAA KT & T FLIPs. 4T B i A 4 Fas HLAR (CH—11) 4]
WG, 4 BRI S G R T AR 3 K

GEV: T 49 K R AR T AL A8 A R ) iR 42 L8 Fas A §:
G BT, HF 36 Tl Fas 69 ki e L8 FLIP 6952

R, ZREREL, PERIR, KRR, XFB =, SKIEAR, IMRIF. FasPHL 2R RFLIP
WAIZRRBIRBCEIEIN. HRENHZE 2005;13(13):1690-1692
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Kl o B Wi de &5 WA b 2 —, JLA/E A RBEAH
R ELAZR, 20 o 3 1H0 FE L P 1252 4K Fas ik % 50
TRUBMEAR —BU I — BRI B,
L0 L e N A iy G W 1k R 2298 5 0 WM AR B g
RT3 EC PR IR 25 PR M v AH 4 43 59 L — o s 22
P T AR E T, BP FLIP (FADD-1ike IL-1pB convert-
ing enzyme inhibitory protein)™. T %&E YL
JH 12 R BE IR F Caspase-8 {E A4 LA AHMIYE, HEWIILT] fE
{EFas® 2 AR S L ig e e 2 -+ EEE . FLIP
FERR 7K1 LA KA FLIP (FLIP,) A6 2 FLIP (FLIPg) 2 i
R, BJEeMH| Caspase-8 L5 FADD (Fas—associated
death domain) 44, HEIMTFILET Fas /-3 4l B -
ABIF5E ARSI T3 00 R Mg A0 ik oA 5 360 %2, 35 il
AL 1 Fas ) FRIEAFI A FLIP mRNA [RI7KF-, 3E—4

BT R e A TR AR 72 S X LA .

1 $RRIT5E

1.1 A4+ FITC brid BPTA Fas Myt (UB2) o 1% G A4
BLHTA Fas Mpt (CH-11) « Annexin V-FITC ¥ 14
W& [ Beckman Coulter A, ImProm— II ™ %
kW Promega 2An], LARRT-PCR IO
TaKaRa A &) ; N4l i f% (Beckman Coulter /A EP-
ICS-XL #4), PCRAX (Perkin Elemer GeneAmp PCR
System 9700 %), HEE B 3 HT1X (Kodak 440CF ).
1.2 7k

1.2.1 ki RKpEAMMHKkLovo, HT-29.
Colo205 iR s B= B 0 S50 % R A7, SW620 [h
Joe 0’ Connell #HFZEM. 4ME T 100 nmol/L
Ji 4= M35 (Hyclone 23 ) FI5 25 % 100 kU/L. & %
100 mg/L [J RPMI 1640 5778 (Gibco 2~ a]) 1, £7
FEFMN A 50 mL/L CO,, WWEE37°C.

122 A pEERAX MR AREHLRK 2.5 g/L
JE R 18 +0. 2 g/L EDTA) #EHIJ&, PBS PRk 2 ¥k, HL
5 X 10" 4 g & T- 100 pL PBS, SKEE A 20 pL
FITC #%iCH$L Fas $iik (UB2, 10 mg/L), XTHEMA
SRR ITCHR L I [R] BLAHBC HUAAR, s RRE Y60 & 20 min.
I s 22 T A BRI, LA Coulter XL System
IT TMHRA 23 B 5 56 B A 41 71 40 B

1.2.3 ¥ %% RT-PCR WCHEXTHAE K4l i, PBS L
%, TRIZOL (Gibco 2v#]) $2HL 5 RNA, LA Random 6mers
HEIHHEAT IS S, WG HENPCRY 4. FLIP, L 514
5’ —ACCGAGACTACGACAGCTTTGTG-3", FI5l¥:
5’ ~CAATGTGAAGATCCAGGAGTGGG-3", 4 4%} Bt K 429 bp;
FLIPs L5141 :5" —~ACCTTGTGGTTGAGTTGGAGAAAC—
37, FUi5I#:5" —~ACAATTTCCAAGAATTTTCAGATCAG-
37, P BK 259 bpt; WS Bractin LTI
5’ —ATCATGTTTGAGACCTTCAACA-3’, F¥isl#:5" -
CATCTCTTGCTCGAAGTCCA-3", # 4 i Bt 318 bp. PCR
SN SAE 194 CHIASE 3 min; 94°CAS Yk 45 s, 65°CiE
k45 s (AL FLIPs iy s 18 K FE R 60°C) , T2°C4E
12 min, L35 AMEES, f)n T2°CHEMR 7 min. =44k
13 g/L DEAEHHE vk, SBERIRG R AT I8
HHE, VA BRI A L i R B
(%) = § 41 BiNet. Int. /B-actin  Net. Int. X 100%.
1.2.4 Annexin V-FITC# &% PTI98 Pt A Fas
MpL(CH-11, 0.1 mg/L) FI¥4I i, WP4HEFR 16 h,
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AR, RS 5 X 107/ %, PBS UEIR 2 X,
HET 100 uL SNV, A5 pul Annexin V-
FITC(5 mg/L)Fl 2.5 pL PI(250 mg/L), vK_ L30T
H 10 min, FRAA0 M ORI, P O BUEE (o) = RS
A LI 12 2% (%) — R AT A0 R T (%)

Bi it kb3R K SPSS 10. 0 A ARG hb s, %41
) 75 S5 Ll A8k PR 38 07 7243 W PX0. 05 0 1 Geil 7 3 X

2 BR

2.1 i E @ Fas 23k % 240 A 2 e B KR
I, 4P K s A bk 2 (W) Fas (RIS KV 22 5 B3 (F =
297.808, P<0.01), HT-29. Colo205 & T SW620.
Lovo, 4LrtHT-29 ) Fas FRIA/K Vg & T 1ol 3 Fiok
s AN ik, 1 SW620. Lovo M RAK/KVRIE(F1).

&1 RNAOKIBEEMIEHK FasR RiXZ(mean = SD, %)

By n Fas

HT-29 3 42.4 600 + 4.3 189
Colo205 3 7.2333 + 1.2529°
SW620 4 2.6 300 + 0.2 627°
Lovo 4 1.4700 + 0.2 223°

?P<0.05;"P<0.01 vs HT-29.

2.2 FLIP mRNA 4% -3 7 RT-PCR Kl 45 SR o, 2
P R AIFLIP (FLIP RIFLIPs) £EAN [/ K g e 40 i bk v 2
KIKFH BANE (F = 849.513 P<0.01;F = 143.571
PX0.01). SW620 FI HT-29 %k K P, Colo205 )
FIEAKV @, i Lovo LT AN R IEATAT JE 5[ FLIP.

HAS TAEM—ASFLIPRIEFIPE AN, SA7 A5 FLIP,

RIS 25 T FLIPs IS (B 1, £ 2).

B 4 KEAREMEIERK FLIP RT-PCR IB4ER. 1-3: SW620 B-actin,
FLIP., FLIPs; 4—6: Lovo B—actin, FLIP., FLIPs; 7-9:HT-29 B—actin,
FLIP,, FLIPs; 10—12: colo205 B—actin, FLIP,, FLIPs.

&2 RIFEMIBEEFLIP mRNA BV =& (mean = SD, %)

il it n FLIP. FLIPs

SW620 4 85.64 + 3.94 30.43 + 4.79
HT-29 4 83.36 + 3.44 36.30 + 3.44
Colo205 4 61.64 + 1.63 17.15 + 1.61
Lovo 4 0.00 + 0.00 0.00 = 0.00

2.3 AT H RS WITIE A UA A S, B
Annexin V-FITCHr i B2 11T M 19 22 2 R A A P o 102
SR, A R SR IR T, 4 oK g s 4N R K 1
W RUR AR B 755 (F = 44,962, £<0.01), {2
AT BURPE Y B AR (R 3) .

*®3 ANOMEREEVEATERKME (mean £ SD, %)

Al D] n BB
SW620 3 2.7 800 + 0.4 636
HT-29 3 92100 + 1.3473
Colo205 3 9.9 000 + 1.6 350
Lovo 3 1.8 700 + 0.0 700
3 i

K W e A0 Ay 71 gl T N 2 A PR S kg, U 5
AR BRI R, ELAS[R) 5 %o 5 3 ) o7 2 i Ok
WASAHEL. JLrf, JibJgd 41 T Fas o3 (10 98 T 80U )
A — WG AT KT HRE et al™ W5 KM,
45 i s L3R IE 5 45 S R IR 238 A AN RIFE FE ) Fas %
AR AL R E AT A T AR, S R KA
FEALZAHLE, AWK 85 5 7% R 4123 Fas (-1 B vk
H K. FasFIE 7K1 1 7T 6 2 b8 40 JijL 0 A4 N B 92
R GE MA NP AR AR U e PR L — BT
s, — TR LAEE T T RER L3t Fas FRIXHIMLIT 24
Jei o A — 893 K e BB o 0 R A B0 W R4 o — T
I, {tFas SREMAIRAMT, Fas BFREAKT-HIL
XfFasPi A (FasL) 538 1 BUSAE B A7 24 A — B3l
G A Pas A S P T P AR AR B
At A0 Y PR e g i R R 1 T B A
K2 AR TR 45 2R

FLIP IR R —38 % 4 DED (death effect
domain) P T-HHI R 1, B TE HAZEY) . WL
V2R ) 2. AR KA 2 R R TR A
BNy 7 B FLIPs MUK 2> T MO FLIPL, B& AES R 15
A 2ANDED, J& % Btk 2 Ak A —A> Caspase [F] 7 45 14
%, Rl Caspase R I/KMR/EX, Hi% X B A AT
1 2 I e R ke o s 2 R AR B ST AR L H A, T
FLIPAEAMEI b i BARBLEM ARG B . LLA A A
Wik 1T FLIP fE 454 15 Caspase—8 R i AHAL, 1L
DED 7 ALy FADD A4S &, SE4+PE 4] Caspase-8 Fij &
454 T-DISC(death inducing signaling complex)
ISP NTTE 1

LEARBFFE, FATLAPH 1235 2 A HiFasHAR AR S ¥
K g A0 LB, 240 D B A R A1 RIS Fas /3 9 118
AR, 33— BRI, AR A AR L TH) Fas 31K 4 J
FLIP mRNAZK-V-BASAHIA. 6, BRHT-29 B —e
FER) Fas RiE4N, IL4 3 BRAI M Fas Rk R R,
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LG RT AR S A — 3 i SW620. HT-29 [ FLIP
mRNA & #EE, Colo205 J&H, Lovo JUJLT SEBHYE.
XYL IH, AN [ 10 K M g 40 B T REA7AE AN IR P 9 1 4R BT
il : SW620 F1 Col0205 1R A figid ik "~ i Fas Ml L3 FLIP 2
T 77 ke B AR TR I T HT-29 2K 4t , FLIP [ 5
KAV ZIR AT et B 5 EEMER & T-Lovo, T
R IE, DL Fas/FasL R IE L5 1% 2 (1] Jo i 2 5%
B, $EoRIURTTHEA I8 Fas B R AW T Nita
et al"RILL ALK GF A AL, Lovo ik Bel-
2 FIBcl1-XL, HfEFi#5 Bax MIRE N, X% T
Lovo it , £ A 138 A2 LTt 380 8y J 2 g .

AN, Krueger et al"RIN 2 FIEAK FLIP 1
AT Caspase—8 Wi i AL 117K fif S N /£ BJAB 41l g
1, *qFLIP, i FKIAN, Caspase—8 MI%f —5 /K MEAEF
PImTsicBl, 55 P WD) K g 52 24 FLIP 3 Rk,
Jitw 5 AR I AS B Cas pase—8AT ] 1 D) ZK fift 18 43 . T E 3%,
AT S8 b, X TAEAT— S FLIP mRNA 232 BH 4 i 41 e
YIAFAE 45 FLIP, RIE W 2 % T FLIPs L% . iX Fh mRNA 7K
PR ZE AT L R AP AH— B A S M —Fh A 1 282
6 I B Sy T A I R AT 0 R
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ik B
BEY: A 5 A an e R T BAE § K & b8 e AN e
A8 2m B B T i 589 5 4% (cytokine—induced killer, CIK)%m

M, JF T REE AR AR SR e 3G A AR ) R S R R A 0 AL

Fi%: A Ficoll Hypaque #k B m i 5 & i 5 5 3R I 10 B K
S B EIN ] A, thIEFN-Y, rhIL-2, Anti—
CD3mAb 2®H . 2MEH0, 4, 7, 10, 13 ditwmi
., FFadadiR K e e AR A dm e S 5 AR

LR K % E N A IFN-Y, IL-2, Anti—
CD3mAb 5 F 4, 7, 10, 13d, 237138 2.69 + 0.9,
14.1 £ 3.7, 23.0 + 5.0431.2 + 3.045.CD3*, CD4*, CD8"



