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HE.BH T RNA FHRILEEI 2R —3(DCR3) s AR & 20 B AR R A% A5 AL 77 SR M 09 % vh &
ETREAE . ik BT A KA ASPC-1 @i 1 X 105 A /ml, 447 F 5 B #R RA G R , % T AP
FBEZRA MM A4 FAL A 448(n=10) sFFBLL ST 40 PR AL + 4457 28 \DCR3 SiRNA+ 1457 48, L
#X DCR3 siRNA BRAL ST 25 M sh AR ASPC—1 4m HiAR RS AR 9% 4974 757 R o R ELISA F= Western blot #
M DcR3 % & # % AL ; TUNEL 247 I 73 48 B 8 = ; Western blot #= RT—-PCR 4| FasL.Caspase—8 #= Cas—
pase-3 FATHE - F kL, R LT ERE + L5 & DCR3 siRNA+ 4477 2039 T4 S A5 69 4 K,
53R4T, 3 AP BT 3 485 #) 24 (35.87 £ 4.58)%. (40.68 + 4.16 )%F=(90.25 + 2.53)%, 4 2019 £ F A % it
& L(F=47.736, P=0.000),DcR3 siRNA+ 1L77 284758 F A AL J7 2038 Am s 4 BELR ALTF 20 M AS + 4LIT L
% DcR3 siRNA+ 1Ly7 20454 98 & 2 -F 35485 %) % (0.95+0.03).(0.63 £ 0.04).(0.67 £0.02)#=(0.17 £ 0.06)g,
4 4818 £ 5 %t 5 & L(F=85.531, P=0.000),DcR3 siRNA+ L7 4155 E 434077 20 4% ; T BB 48 AL J7 20 . 1A
MR + 1077 20 DCR3 SiIRNA+ 1657 488 T 5 P35 455 5] 4 (6.3 £ 2.21)%.(14.8 £ 2.65)%. (14.5+ 3.06 )%F=(54.6 +
3.23)%,4 4ia £ F A 4ot 5 & 5L (F=104.225, P=0.000),DcR3 siRNA+ 4L 77 £ = F 42 4L /7 413 Jm ; DCR3
SIRNA+ 1477 48 49 FasL,Caspase—8 #= Caspase—3 & & & A & 4 &40 L7 (P=0.000), Z5it T DCR3 Ti#
7 FasL/Caspase A t-i& 4% ALk an B8 T, 38 m MR IR 2m FELAS AR I8 3 AL IT a9 B Rk

EEE . RIS 2R -3, RNA T3; 8 o AL 7 AU i
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Effect of Decoy receptor 3 on chemosensitivity in
nude mice model of pancreatic cancer”

Hua-ping Xiao®, Hui Xie', Chun-yang Luo', Qing Li', Yu-jiang Fang?
(L. Cancer Center, the Affiliated Hospital of Xiangnan University, Chenzhou, Hunan 423000,
China; 2. Ellis Fischel Cancer Center, University of Missouri School of Medicine,
Columbia, Missouri 65212, USA)

Abstract: Objective To investigate the effect of Decoy receptor 3 (DcR3) on chemosensitivity of human
pancreatic cancer cells and potential mechanisms. Methods Pancreatic cancer AsPC-1 cells in log-growth
phase (1x10° cells) were subcutaneously injected in nude mice. Expression of DcR3 was blocked through
small interfering ribonucleic acid (siRNA). Seven days post injection, tumor-bearing mice were then randomly
divided into 4 groups (n=10 group): control group, chemotherapy group, sham siRNA + chemotherapy group
and DcR3 siRNA + chemotherapy. Xenograft of human pancreatic cancer AsPC-1 cells was measured among
the groups. Expression level of DcR3 was determined by ELISA and Western blot. Apoptosis rate was
detected by TUNEL analysis. Expression levels of FasL protein, Caspase-8, and Caspase-3 were measured by
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Western blot and RT-PCR. Results Tumor weight (gram) in chemotherapy group, sham siRNA + chemotherapy
group and DcR3 siRNA + chemotherapy group was significantly decreased when compared with control group
(0.63 £ 0.04 vs 0.95 +0.03, P=0.000, 0.67+0.02 vs 0.95 + 0.03, P=0.000, 0.17 + 0.06 vs 0.95+0.03, P=
0.000), respectively. Silencing of DcR3 expression dramatically reduced weight of tumor when compared with
sham siRNA + chemotherapy group (0.17 + 0.06 vs 0.67 + 0.02 vs 0.95 + 0.03, P=0.000). Inhibitory rate of
tumor growth in chemotherapy group, sham siRNA + chemotherapy group and DcR3 siRNA + chemotherapy
group increased when compared with control group [(35.87 +4.58) % vs (0.00 = 0.00) %, P=0.000, (40.68 =
4.16) % vs (0.00 = 0.00) %, P=0.000, (90.25 + 2.53) % vs (0.00 + 0.00) %, P=0.000], respectively. Silencing of
DcR3 expression dramatically increased inhibitory rate of tumor growth when compared with sham siRNA +
chemotherapy group [(90.25 + 2.53) % vs (0.67+0.02) % vs (40.68 + 4.16) %, P = 0.000]. Apoptosis rate in
chemotherapy group, sham siRNA + chemotherapy group and DcR3 siRNA + chemotherapy group were
significantly increased when compared with control group [(14.8 +2.65) % vs (6.3 + 2.21) %, P=0.000, (14.5 +
3.06) % vs (6.3 +2.21)%, P=0.000, (54.6 £3.23)% vs (6.3 +2.21)%, P=0.000], respectively. Silencing of
DcR3 expression dramatically reduced weight of tumor when compared with sham siRNA + chemotherapy
group [(54.6 £ 3.23) % vs (14.5 + 3.06) %, P=0.000]. The expression levels of FasL, Caspase-8, and Caspase-
3 in DcR3 siRNA + chemotherapy group were downregulated when compared with the remaining 3 groups (P=
0.000). Conclusion Silencing of DcR3 gene can increase the chemosensitivity of human pancreatic cancer by

promoting FasL/Caspase-mediated cells apoptosis.
Keywords:

Ji% A 985 ( pancreatic cancer,PC) i1 T H A SR B
B RZBPESR SR, B a2 Wi i, R DIBR
BAR KA G AN AT BRI EZ AR R
M 284 Bal AL T AN BB ZE K B BAEIE R . TR
BRI A | 2 A R R B A B g AT 24 Wit <2
B r e H A A i 52 25 PR BTt , AP 1 i
JER R 98 X5 AR T T R L R i v JR IR VR T AR
A ELEMINIRE L.

ASLE iz ] RNA T4 UTER 75 5 32 74 -3 (decoy
receptor 3,DcR3), Wi%< DcR3siRNA X A Ji g 9
AsPC-1 i1 BR AL FEIRE Ak 3 s8R IR R I
AHIEHILH

1 RS

1.1 SEIEAR

111 i 7 37 NERMEANIERE AsPC-1(3€
[ % 75 B K 2%~ Ellis Fischel cancer center Dr.Fang
BB IR 50 - % 10%/N 4 1L 75 PRMI 1640 35
FrHE, fHE 37°C, 5% A ki CO, Ki At
1.1.2 DcR3siRNA Jifag i [ L sIRNA
A5, #E B DeR3 #7371 : 5'-CGCUGCAGCCUCUU
GAUGGAGAUGUCC-3', i A= TRERR A A R
ST R DER3 451 siRNA JF371 : 1F 1] : 5'~ACAC
CCACCUACCCCUGGCDTDT-3'; 2 [1] : 5'-GCCAGGG
GUAGGUGGGUGUDTDT-3', [a] ¥ ik SEA% R
FEAFTRLE B4l 4 , %31 5'-GACACACCACCUCCC

pancreatic cancer; DcR3; small interfering ribonucleic acid; apoptosis; chemosensitivity

CUGCDTDT-3' #ll 5'~-GGCGACGGGUGUGAGGUGU
DTDT-3" A BAPEXS FRZH .

113 XAl ELISA Rl & (W F 35 Bio-
Techne /3 H] ), FasL ,Caspase-8 .Caspase-3 ., 3 -action
A1 DcR3 Fif& (Mg [ 5[ Cell Signaling Technology
/3] ), Alkaline phosph-atase 454 41 - % / Kl 19G
“Hi( A 3L Sigma 2\, A% 8 R BGE G & (1
H & [# Pierce /A ) ), Trizol (I H 3£ [E Gibco A F] ),
Wi 5 RCR (reverse transcription PCR,RT-PCR)is
%) & (25 Thermo Fisher Scientific 2% & 7= k& ),
TUNEL #4 #5250 & (6 H 3& [ Promega A ) ).
114 Z&ah4h 4 ~6 [l BALB/C nu/nu HEE:#E
ANEL AR 18 ~ 22 g, 3k 40 HL I A RS
SR [Bh A FSAIE S : SCXK (3 )2015-0006]

1.2 FHi&

1.2.1 ARSI SEAR R AL MG ) M AR 64 B R 30
S 4 o ASPC-1 AT 1 x 10° 4~ /ml & H 4 il 4%
FiF 5 FEISHR A 5 R B, LUK LA 4 mm S
BURBRAE , 8 B T I KA 8 ~ 10 mm,
PR AR BENL R 4 ZH(n=10). 55 1 ZLXFHE4H
558 KGR NI N Z a5 il i 100 w | A4
HERIK, LU 12d, 38 7 UG ER 2 41474, 8 d R R I
VRS P AhisE 100 mgrkg, 1 WK /2 d, 35 7 UG ES 3 41F
PEXTIR + 172 ,8 d i i T 6 75 PO 355 100 mo/kg,
(] B R B2 98 N 22 s S 0.5 mi 4% 10 pogrkg 1Y
B B A B A G R S A, L Ik 12.d, 38 7 9K
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% 4 21 DCcR3 siRNA+ 1bJ 740, BV 8 d Je#i B IR
Z S 05ml 2 10 w g/kg Y EAH Tk DCR3 siRNA
FURE PR R 2 A4, IF 7 I8 IR 1 5 3 v
100 mg/kg,1 ¥k /2d, 35 7 k. FFHRIRIT G , BT 4
R IFEH R AT, DA MR AR i 24k
il AR 2k B R R TR A 20 VT(mm?)=ab?/2,
a b AR RARFIAGAR . farfRd 28 d Jo I AL FEAR
SR, R B oR  BREE . JTTHEANE 2 (inhibitory rate,
IR), M9 % (IR) (% )=[(VA-VB)/VA] x 100%, A F1 B
A1) R X BEZH SR AH

1.2.2  ELISA &4 5 i &40 45 41 J% 7 DcR3 #9%&
B % N Pierce /A FIHAM G PRI A B 1, IEAT
ELISA 5256, 1 56 1Mk 100 I/ FLEY#HT DCR3 mAb
fI8% ELISA #, B 37°C,4 h; B 5%/ LT & 37°C
HFFA] 40 min, 355 P IR 3 PTG #5 S niAL , A 45
G VRO FLYE Y 3 38, BFi 3 min; B B4
DCR3 litg fiy FIFFMAE SO A B A5 5 B fL Y, BAE i
AL, B L 100 w1, B F 37°C,40 ~ 60 min,
FHUEG WO FLYER 3 i, &3 3 min; i 5 ¥ MR
FRic 4T DeR3 PLA N AN, EIRIFE 1 h, F4L
IOAJEY) TMB 100 w | B # 37°CaEEEHTE 10 min,
TAZ R 7, A492 4R

1.2.3 TUNEL # @] 5 35 & 20 B 55 20 0 69 08
Bl SRS A, B 45 ~ 50°CIFE AN 48 h, [
A%Z2 5 TS [ 52 400 40 min J5 PBS gk 1 7k, A
& 0.1% Triton X-100 A4 PBS, vKiA % & 3 min,PBS
Mgk 1Yk, SRJEFH 100 wl 20 wg/ml Proteinase K i
WRAEZS R T AL 38 20 min, 3840200 BS54 5 35
FHPBS #k 3 Uil % 50 w1 1Y TUNEL S RIRATH -
FH 2 ! TdT [ +48 p | AP FARICHY Biotin-dUPT.
J 50 wl TUNEL RBIRA R TFI A L, TERBE
H N 37°C x 1 ho PBS st 3 UK, HIHTHO I K E
Wkt B a2 WA T L Al O K VE R
450 nm, & ST G E R 515 nm(SREG50) . AT
LR AR A% & 40, WEE 10 > 200 13555 N LT, 4
ASPREF T4 200 A4, THECH: T BRPE 20 AR, JBOH:
RO IRT HREL

1.2.4 Western blot 4| 52 35 & 48 FasL ,Caspase—8
Fo Caspase—3 694 & F & IR L 230 A 40 o 54t
RIPA ZZ PR 24 An i, SRR R o DU TR 5 45
B 100 g 85 FIREASHEATHUK , TH 3 B AR BN 2R
IR TS A TR e i e I A B8 A R AT 4 R DR B
(PVDF) I, 5%/Bt g % i iR A 1 h, Jin A—#t(FasL.

B -action :1 : 1 000;Caspase-8 #1 Caspase-3:1 :
500), T 4°Cid 2, TBST PR In AFHR A9 —H1(1 -
1 000) % #EMFF 1 h, )5 NBT/BCIP f (0, A% 26 1
Rk = HE I KEE(E / B -action JKE{H .
125 RT-PCR #5235 &40 DcR3,FasL . Caspase—
8 A= Caspase—3 w9 L W & & IR B R A I 21
AU EP B, H Trizol #2545 40 41 1) 5. RNA,
B 1 g RNA W44 5%k cDNA, B 2 1 cDNA L)
FasL .Caspase-8 Fll Caspase-3 (1514 (FasL 5|4 : iF
] 5'-GGTTGCCTTGGTAGGATTGG-3', i [i] 5'-CCT
TGAGTTGGACTTGCCTGTT-3', ¥ i 196 bp;
Caspase-8 514 : IE ] 5'~-TACTACCGAAACTTGGAC
C-3', Il 5'-GTGAAAGTAGGTTGTGGC-3", = ¥ K
Ji>4 515 bp; Caspase-3 514 : iE[n] 5'-ATGGAGAAC
AATAAAACCT-3', i [i] 5'-CTAGTGATAAAAGTAG
AGTTC-3' F=¥I K 7y 834 bp) LU GAPDH (5] 4
( IF [ 5'-TGACTTCAACAGCGACACCCAC-3', [ If]
5'-AACTGTGAGGAGGGGAGATTC-3', F=#K N
277 bp)i4T PCR 41 , 43 5K £ 2 179 FasL .Cas-
pase-8.Caspase-3 #1142 GAPDH 1) mRNA Fik/K
S, PCR F W 444 1 94°C 75 Pk 45 5;60°C (FasL) .
50.6°C (Caspase-8) .50°C (Caspase-3) iE k 60 s, i
7 30 MR, 72°C HEAH 5 min, e Ja B84 = Wy AE
1.5% 3 NEWHEE IS FHLUK , 7= W) 450 FHEE R iR R 48
HEAHIEHEAT IR BE A, B B AR ik it = H
(AL R 114 K BE R IGAPDH 4 K AR
1.3 Sit=FHE

BlE ALK SPSS 19.0 G4kt , - BRI
BB + bR 22 (x = 8)FoR , Z 4L HLBCR T 284)
M B8 8 2 W F BT 25 0, i — 20 R LT
LSD-t 4G5, B2 [H] EL 4 ¢ #5565, P<0.05 A5
girtE L

2 &R

2.1 BERRFE AsPC-1 AR RBEEHNERKIUE
HR I 2=

FR P T 045 () B AR J A T R AR 1Y
TR, A5 3] 4 AR AR K4 45 R BoR, 5
X RRZH LR, AT A BT Bk + 4k YT 2 . DcRO3
SIRNA+ fb77 2 # RE % 41 il e 2B 1<, 3 Flay T ik
IR R 5 A (35.87 +4.58)% ., (40.68 +
4.16)%7F1 (90.25 +2.53)%,4 4 6] 2% F A4 G it F =
X (F=47.736,P=0.000),DcR3 siRNA+ {Ly7 2H 419
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AT AL I (VLA 1A) o

DcR3 siRNA+ b7 241 5 I7 HIGIT e 5 4.8,
12.16 & 20 KRB AR AR L , >R A2 I i
VBT 22538, 45 5 : O [R) B [ (%) IR AR R U 22 57
(F=64.631, P=0.000); @DcR3 siRNA+ 1bJ7 4 51k

7 2L bR AR A 22 5 (1 =81.632, P=0.000), '?1%
JP 4 HE %5, DCR3 siRNA+ L7 21 i si (AR B A /)N
X0 ] oo sk SR 4554 ; BDCR3 siRNA+ fhy7 4 ‘ﬁﬂ:
57 2 1) Jieb g A FRUAR Ak i 5 2% 5 (F =23.585, P =
0.016). ULFFRFIE 1A,

120007 o yfnazy 1.2 7
~ 10000 —— fLIrd 1.0 1
g ~— [P + fLrY
£ 80001 ~ DCR3 SIRNA+ L4l = 08
§ 6 000 1 = 06 1
4000 B 04
= =
= 2000 A 0.2 1
0 A 0
4 8 12 16 20 24 28 PHEd furd B r%** + DcR3 siRNA
A1) /d gl +1byrdl
A B
A BBV RL B B AR R . 1) SRR AR, P<0.05;2) 54by7 4l st iR 41 b4, P<0.05
B 1 DcR3 siRNA Bx& 973t AsPC-1 B4R R IS8R A 3N HI1E A
MR SAETRSARMENREHMEERALEE (n=10,xx5)
2151 4K 8K 12K %16 K 4520 K
papilcEaEl 926.5 + 285.3 2 256.5 + 358.4 4031.5 +506.8 61745+912.6 9593.8 + 986.9
1byre 508.4 + 146.2 1305.7 £ 279.5 2570.5+612.3 4185.3+8356 58945+ 715.2
B IkE + fhy el 4855 +137.8 980.4 + 215.3 2 265.8 + 346.1 3859.4 + 868.2 5269.7 + 654.4
DcR3 siRNA+ fky72H 2437 +48.3 316.4 +115.2 4258+ 2155 935.7 + 479.5 1375.8+132.1

ARFEAR BRGSOk + fby 4l
DL}z DeR3 siRNA+ 1k 4 ifvea 2 54351 4 (0.95
0.03).(0.63 +0.04).(0.67 +0.02) #1(0.17 + 0.06)g,
4 5545002 E L (F=85531,P=0.000),
DcR3 siRNA+ {7 20 9 B Ak s (ULIET 1B ).
2.2 DcR3 7EfEIRYE AsPC-1 iR RBHEEF

HIRIE

DcR3 siRNA+ {kJ74H DeR3 4 [ /b T HAh %
4, 5 R Ak LR, Wi [B) DeR3 Y8R 1 5 25 5%
G E L (F=96.478, P=0.000) ( L& 2A);West-
ern blot £ #4541 DcR3 & [ Ay Kbk — kL, 78
AsPC-1 AUk AL HEJ H i35 DeR3 siRNA REFEAIL

1) 1)

DeR3 #EH & /(ng/ml)

O P, N W Ul O N
IR TR TN TR TN SR 1

XTHRAH AbyT4l BAPERTRL + DCR3 siRNA
tbyrdl  +1Td

A

DcR3 HHKIA(WIE 2B).
2.3 PhEApETIER

PR . fbyr Al BAPERTRL + fky7 4l .DcR3
SIRNA+ fLI7F PR T3 H{E 5307 0 (6.3 £2.21)%
(14.8 £2.65)% . (14.5 + 3.06)%F1(54.6 + 3.23)%,
A4 A1 2= A G X (F=104.225,P=0.000),DcR3
SIRNA+ {LI 7L TR A by P A3 N (LI 3)

1617 1) D)
147 o ]

1.2
1.0 1
0.8
0.6
0.4 2)

0.2 1
; [
DCR3 e — —

B -actin TE—— s coms cmm—
SRR fkyrdl KA ﬁﬁ*ﬂ DcR3 siRNA
e

DcR3 # /B —actin

+{bIre
B

A: %2 DCR3 7& [ 19754k ;B : 420 DCR3 2K [ AH ¥ 36 35 19748
b 1) 5XHRLL AL, P>0.05;2) 54k 7 2H nloxf BAZH g, P<0.05
2 DcR3 EH7 AsPC-1 e R K THREMEPRRIE



%5 30 4] M A8, 45 : DeR3 35k DI XH iR AR R R SRS AR AL 7 SURR R 11 5 )
2.4 FaslL.Caspase-8 #ll Caspase-3 AT EFH
Fi&
Western blot i}/ ,DcR3 siRNA+ 1LJr2HAY FasL.
Caspase-8 #il Caspase-3 & [ # ik /K - ¥ (E 4 5

-- THABAZH , 4 2118 2% A G5 X Frg =61.652,

- e P =0.000; F capee.5=79.378, P =0.000; F (e =68.849 ,
10

-- 0

B Bk + 1k 2H DcR3 siRNA+ {kJ74H O R e h g @}%ﬁ_\jﬂi DiRﬁ:%Fgé\‘A

2)

60
50
40
30
20

PFIT3 1%

A B
A:TUNEL JEAG 25 LA AL AL 2L PR T 40 B A A B R AL 2L PR T8 B0 A8 ks 1) S5 X BR 2 L4, P<0.05;2) 54y 7 4l s n) FR 41 L
., P<0.05
B3 HABEBALhPEMATETN
P=0.000),DcR3 siRNA+ fkJ74 FasL Caspase-8 fll ~ Caspase-8 Fll Caspase-3 ik, H EIEMRLN 5
Caspase-3 & 1A /K PRk ra s n (WLl 4A~C),  Western blot 45 58— ( UL& 4D~F).
RT-PCR #F— P UE S T8k DR3 Ji w] LA I FasL.

357 2 45 7 2
3.0 1 4.0 T
. 5 .
% 25 ‘% 35 ]
i 2.0 I a0]
5 157 ) 1) & 25
£ 10] T T T % 20 ] N
0.5 1 7 15] T = T
o
0 1.0 |
FasL —— 0
B-aclin - — — — Caspases-3 e =
UL fyral BTEMCE: + DoR3 SIRNA Boactin WS e —
[ igi| +feyrdl
A xtHaal  Ardl BIPERRL + DCR3 SIRNA
I e + byl
4.5 7 2) .
40 T
€ 357 % 1 2)
T 3.0 1 80
Q
» 25 70
g 2.0 1 1) 1) - 60 -
= 15 { T - = SET
< 3
1.0 ;’ 40 H
0 £ 30 1
Caspases-8 il b ig y
Boactn NS I S — . _
R4 fhyra B rgtmﬁ DcR3 siRNA
YR fkyren BAPEORL + DCR3 siRNA 4t Ay
frral +ALrTal v
B D
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100
90 4
80 J
70 |
60 |
50 |
40
30 ]
20
10 71

Caspases—8/GAPDH

B ik + DCR3 siRNA
frrdl  +ford

XIHRZH

ferrdl

E

100 7

Caspases—3/GAPDH

X HRZH

fkypeH BAYEMCR: + DER3 siRNA
[Zig | +1brrd

F

A &4 FasL 2 11 # 3k 1781k ;B 4 4 Caspase-8 & 113k 1751k ; C: & 41 Caspase-3 45 1 Fi5 0751k ; D \E F: & LA MR 41 41 P FasL .
Caspase-8 J Caspase-3 fiy mMRNA Zik 7481k, 1) 53T R4 e, P>0.05;2) 54by7 4l sl IR 4 bk, P<0.05
4 FaslL.Caspase-8 ¥ Caspase-3 7£ AsPC-1 Hf#R R E THEE R RIE

3 iTfig

DcR3 J& PITTI WY 1998 4F %& B ) ity TR 7€
KA F3Z & (tumor necrosis factor receptor, TNFR )
FIGIGL , Je—Fh i R (T A 7 75
(R BE TR 5] B/ B I G i S Ay, LR R f 45
FasL .LIGHT I LT B R W% & BH, DcR3 i i) 3 4k
il Fas 1 FasL (9454, LA ST LIGHT 1 LT B R
K HVEMITR2 (4 AH EAEVE R, M1 BH T FasL #0
LIGHT A3 A= M 4L g 1=, Bk Ry 55 g 1 & 2
R J LA I A i 1k 3 %% U)AH 5G4, ZHOU 45 Bz i
DcR3 7 i vh 5t e 3k, Fil ad 35 4+ FasL 5 Fas
(R 485 B T S AR IRR TR A2 AT 7 R P v i 2 T 22 Y A
s CHEN Z5094f31 , DcR3 AE S B TY FasL 5 S (4
il B A A M A R PO VE R, A s e s A
DcR3 ik =i Hat & T45 i DeR3 ik, 42
N BRI X AT 25 P 57 S8 75 5 FLY DeR3 & 14t
JERIRFAELRBR . Hitk, REWVFREE 8 LR
W R 4 U B R AN T DCR3 Ay 8¢ 18 A i 1%
Jin FasL 5 Fas 456G, BT 15 5 IUR| 4% 356 LA 35 )
P& AT 2R R A T RO A B Y

WFFTUER , P8 75 B 40 M A0 Ay 7 s A ¢
Vo R 2B M TR BT R T R H N —,
PR T EAR Y 4 L X AT 25 W it 32 Pk e AT SR
25, PRI 3 e 1 R g it v T e R A B
JEAE T EL )7 T . DCR3 J& TNFR MK % % 51 , DCR3
A 5 AN [R] B R T AR A B AR R T AR R T
LIANG “5M%F JFF493 4l AfF 5% % B, 4918k DeR3 )& ,
AT LASE N TRAIL 75 5 i 4 A 08 7, DT 34 i
97 210 B A AT BURAE s ZHANG 5B e 47, R

SIRNA JTLER I B H DeR3 &k , AT LA 2 g
21 Y ) A RS I e PR A M A R T . FEAR SC e
DcR3 siRNA+ 1Ly 4 FasL A48 1 2 A H b 4541
Tt UEHIUIER DCR3 3R IA 5 AE Y N FasL ik .
TUNEL 3 #7455 5 7% , DCR3siRNA+ 1k 77 25 1) fif 8
IR IR T BCH & T A . DL SR, DR
DcR3 ik J5 Al LU i 1 i FasL 45 Fas 1945 &, fff
FET A5 5 WUR) A 328 A 4 v R A o ) T 7 ek

DcR3 I AN pY T2l i 5 FasL e Ry
S5 PELWT IR T A5 B AL R SR, FasL A T{5F
S5 75 Caspase MG B VIAHC, ASLE KM,
DcR3 siRNA+ fbJ7 4 H 1) Caspases—8 Fl1 Caspases-
3 HBAELE M4 . Caspases-8 & FasL i 42 H T il
RSN, ORIt /& Caspases-3, Caspases-3
PN NIRRT TR AR IR AP TH L, ARSI
SEIRHEIR, UIBR DeR3 BAhnAby 775 3 4l i 1= n]
A &1 i 4G FasL/Caspase i 45 K 52 7R .

M2, TERNUTER DCR3 LR i Fe ik e
I P s A L AT 2 IR T AR, o ML AT g AT
2k DCR3 #£[H A 4 7% FasL/Caspase JT-i&k4%, Mt
M T T3, 275 DcR3—FasL—Caspases Jifl B& 7
N g 240 X A7 B R M 2 2 G AR
A R N s A B R TR A A 2 —

& % X #:
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