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[BE) B8 HIRWEFEHTFHXATESEA(TRAID ZEEBRBEFTFHREIRENL., Ak MAH
A or g RT-PCR 4@ TRAIL 34k (FET- % & DR4 .DR5 f#% % 2 {& DcR1.DcR2) mRNA ZEBBBHASAREE
BRASAFHEL. £R RTZADR4M DR EFABEBREBALMEEBERARPHERE BERREA
BhR LW ERTEEREBRASPHFIL(P<0.0D), FHERZE DRI Ml DeR2 EFBEHBRARFHE
Fk, MEBBRBHARFE 18 Bk DcR1,H 20 fl# ik DeR2; % Z4k DcR1 #1 DcR2 H R A K VBRI %
MEXBERAAPERELITEBEX(P>0.05), BEREAL S DR WERASHENHMEBERMBERSBAE X,
SyALTR B RRAE , DRS R RIS ERK, I . IV #19E DR MFREBEMTF I .0 H(P<0.05), DR4.DcR1 K DcR2 #
BEREHNPHEAS BN EBREMERSPTLEP>0.05), &t OBEBREASAFERAEE TRAIL F4&
MIERE FHFEZERLYNYESLER TRAILEFNZAABERBERATHARNEGTIRAHEEZEER. OBRRE
# 4% DRS M FE S5 ME ML R E R BHEREMX,; FE1T-Z & DR4 KiERE & DcR1 f1 DcR2 K BB 1E N H i
BRESEEREEEENER.
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[Abstract] Objective To investigate the expression and significance of tumor necrosis factor-related apopto-
sis-inducing ligand (TRAIL) receptors in pancreatic cancer. Methods Thirty-two samples of pancreatic cancer tis-
sue were collected from year 2002 to 2004, All of them were verified by histopathology and there were 9 cases of
well-differentiated, 12 of moderately differentiated, and 11 of poorly differentiated, in which 12 cases were in the
stage of ] or [l and 20 in the stage of [l or IV according to the TNM staging method. Eighteen normal pancreatic
tissues were used as control group. The expressions of TRAIL receptors (death receptor 4, death receptor 5, decoy
receptor 4 and decoy receptor 5) mRNA were assayed by semi-quantitive reverse transcription polymerase chain re-
action (RT-PCR) in the pancreatic cancer tissues and the normal pancreatic tissues. Results The expressions of
death receptor 4 (DR4) and death receptor 5 (DR5) were detected in all the pancreatic cancer tissues and the normal
pancreatic tissues and the levels of DR4 and DR5 were significantly higher than those of the normal pancreatic tissues
(P<0.01). Decoy receptor 1 (DcR1) and decoy receptor 2 (DcR2) were also expresséd in normal pancreatic tis-
sues, whereas DcR1 and DcR2 were only expressed in 18 and 20 pancreatic cancer tissues, respectively. However,
there were no significant difference of the expression of DcR1 and DcR2 between the pancreatic cancer tissues and
the normal pancreatic tissues (P>0, 05). The expression level of DR5 in pancreatic cancer tissue was correlated with
tumor differentiation and clinical stage, and the levels in stage [[I and stage IV were significantly lower than those of
stage ] and stage [l (P<<0.05). The expressions of DR4, DcR1 and DcR2 were not correlated with tumor differentia-
tion and clinical stage (P>0. 05). Conclusion (@ The expression of TRAIL receptors in pancreatic cancer tissues is
prevalent, but the types of receptors expressed in different tissues were also different. High expression of death re-
ceptors may play an important role in TRAIL recptors regulated pancreatic cancer apoptosis. @ The expression of
DRS is correlated with the differentiation degree of pancreatic cancer cell and clinical stage of tumor., The expres-

sions of DR4, DcR1 and DcR2 should not be considered as related indexes of differentiation degree or clinical stage of
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mega /A F 7 . Alphaimager 2200 % B H ¥k 139 4
{X /% E Alpha Innotech 23 & 7% fh. R A 5 i &
FERK: B S RNALB 5 pl B RNA R R 6K
¢DNA,5 pl ¢cDNA #47 PCR R} . %&5|9F 5 W
# 1, PCR &R : 94 CHiAM 5 min, 94 C
AP 30 s, 56 C (DR4, DcR1, B-actin) 8% 61 C
(DR5.DcR2)iB &k 45 s, 72 C 3Ef# 45 s, FEFF 30
WKWK 72 CHEK 7 min, KELEHRER RT-PCR
Y10 pL, A L 5% BRIE RSB R P (O BRL
Z%E),75 V B3k 40 min; H K45 R KR A S
RSB H W TRAIL 2445 p-actin f% 6
{8, LA TRAIL 3244k 5 B-actin W % B 8 &9 L R R
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Table 1 The primer sequences of TRAIL receptor and f-actin

519 E#5IY TH#s5Y PCR 7= #] (bp)
Primer Sense Antisense PCR product(bp)
DR4 5'-CTTCAAGTTTGTCGTCGTCG-3 5'-GAGCCGATGCAACAACAGAC-3' 525
DR5 5'-GCGGTCCTGCTGTTGGTCTC-3' 5-GCTTCTGTCCACACGCTCAG-3’ 567
DcR1 5'-ACATACTGGAGCCTGTAACC-3' 5'-GGTGCATGAGAGGTAATGAG-3' 550
DcR2 5'-CTTTTCCGGCGGCGTTCATGTCCTTC-3' 5'-GTTTCTTCCAGGCTGCTTCCCTTTGTAG-3' 464
B-actin 5'-CGCGGCTACAGCTTCACCACG-3’ 5'-GCGTACAGGTCTTTGCGGATG-3' 298

1.3 %it@4mE

B x+s %R, R SPSS 10. 0 it 84
St M BIE AT ST REA Y ¢ AT E AT K
KK «=0. 05,

2 %R

2.1 BRBEREFEEBRAAS TRAIL THRIE
JT-3% 4k DR4 F1 DR5 ZEFr A B IR B 4L B L OE

WEIRA R E £k FEWZE DcR1 # DeR2 £
B IE W B A R A K3k, T 76 3R AR 41 81X
% 18 #i|F ik DcR1,20 ik DeR2, & &2
%R 2,DR4 K DRS HEEBBHAPEREH
ik, MEEEBERANDEPEKEREX. BR
AL PR DRY J DRS Rk B B E R T IEH BRI
L (P<0.01); DcR1 & DcR2 )3 35 K ¥ 76 R iR
FREMIERRBEHRAPERTRITER XL (P>0.05),

#2 BBRESEZEHEREALRD TRAIL REHRIEKF(¥+s)

Table 2 The levels of TRAIL receptor expression in pancreatic cancer and normal pancreatic tissues (X+s)

Tﬁ?g’* n DR4 DR5 DcR1 DcR2

1Ssue

RN A . N

BRI o tissue 32 0.65140, 021 0. 88140, 009 0. 4480. 021 0.52040. 042
L= 4

IE PR A5 20 0.364£0. 012 0. 43140, 021 0.518%0.039 0. 4680. 051

Normal pancreatic tissue

S5E®RBHARLE, » P<0.01

Compared with normal pancreatic tissue, * P<0.01
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HRAK 3 MR AR, RREHAL P DRS
B35 5 R i 0 AL B BE Al IR 40 A o< e R

BEARAK,DR5 MR iA BAE, I . IV 8 DRS R
EEEM/FI.I B (P<0.05), DR4,DcR1 &
DcR2 75 B S 98 v 10 2 3k Kk B 5 Mg - AL B B R s
KRBT R (P>0.05 ),
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Table 3 The relationship between the expression of TRAIL receptor and differentiated degree of tumor and clinical stage of pancreatic cancer (x+s)

W5 R E A AE
Clinicopathologic characteristics n DR4 DRS DeR1 DcR2
R 4 (LR B =k
Differentiated degree of tumor  Well-differentiated 9 0.6520. 021 0.867+0. 004 0.532:£0.011 0.561£0.019
ok .
Moderately differentiated 12 0.654+0.019 0.856+0. 005 0.53740.015 0.558+0.017
Poorly differentiated 11 0.64940. 020 0.84540.003* 0.535+0.013 0.559+0.016
It R4y 88 I.I0 12 0.648=+0. 027 0.85710. 008 0.5411+0.017  0.560240.021
Clinical stage .V 20 0.653+0. 031 0.848+0.002*  0.536%+0.023 0.557+0.015

5E AR L EL, x P<0.05; 5P ArfulRiE b, aP<0.05; 51 .MM, #P<0.05

Compared with well-differentiated, * P<<0. 05; Compared with moderately differentiated, & P<0.05; Compared with stage I , Il , #P<0.05
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TRAIL X# Apo-2L, B Wiley ZM T 1995
ERIHTERING, B R24% TNF fil FasL ZJ5 %
BHE 3N TNFBEKTHETHSF. TRAIL &
BEFAREFHERAL, TLBESEABHE. MR
o0 J 5 B R e 0 B R A R T, T N I H 4 B R B
BHRGIER. TRAIL it 5 40 40 i B AR 5L A9 5%
AT REABEM, BAT KW TRAIL & B FH
¥ 22 AR, FET- 3% {k DR4.DRS #1453 3% &
DcR1.DcR2, DR4 #1 DR5 A/ 5 TNF Z 4K
BETRALLCKEIEIET K, 5 TRAIL R4
GEFEMEIHTEWNBBENESRATRES, &
i& caspase & H M§ fft S BX R BL, 2 B 40 MU 2B .
DcR1 F1 DcR2 {E5FX ¥ % 2 A~ 5 DR4.DR5 &
ERENESERERMWER TS, {HE DRI X
MAX,DcR2 N T- R AR, ZE LM ER
WiRA. E I, DcR1 fl DcR2 5 TRAIL 44 5
FREESRTES Aol BB i85 DR4 #1 DR5
%% ,m TRAIL &6 . MEIEAN SFHABBT.
TRAIL &M R\ A T —FH K4 HE A%
PUEE , BE o B A2 38 4 P40 ) B 44, AT 5 2 4 T
AT,

AL R R, FL1-%Z & DR4 fl DRS 7E i
FEREASMEERBRARBAEERE; BRIE
DcR1 K DcR2 ZEFT B E W BEIRAR P HHERE, M
EBEREASMNE 18 #F ik DcR1, 20 # K ik
DcR2, BHEix TRAIL REZ KK EE . #REHR
AN—,BF — L F &, B xF TRAIL 4 & & b 728 40

Makk, WA AT BEFEFRT- R RE, EHT
TRAIL Z kR GA/EAME .

Ozawa 2V B 5Y & BR, 6 AR 8 L 4L DR4 H
DR5 i) mRNA K FHH B & FIEH BREALE K E
3%, Ibrahim 20 4 % B 5 Fib i IR 988 40 JHO 4k 75 K °F
FEFESW T DR4 Fl DR5. RAIETEERES
#£ W ,DR4 Fl DR5 R BARFERB MR
K, MAERBERARFEFHAKEERE. BRE
HLAFH DR4 I DRS WEZBEZERTIE®BIR
L (P<0.0D), i DeR1 K DcR2 f) % ik /K - 7E
BEMEXBERALAPZERAEIHTEEX
(P>0.05) R T-ZHAEBRBERNRE REF
EEEEM; [ a3 RS 7E % A OKF Bt
TRAIL #8%, A #FFiE 5L, DRS MR E 5 & 1
SHLBEEA X ,/HYS DR4 £, H K DRS #XEFR
R LR E R BRI E P AF A B 2 5, 1 DR4 %&3X
BAGE. 40t m KR e M B R
P& , W 18] 8@ B DRS K1k 5 1B IR % s IR 3 4
BRI M, BAR DRS W3R A& 5 B RE L2
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it Z— B & PP E 5 i B R E S R0, WA A AR eE VI R
AEEVBRTEFFER, FBRERETRIFEIIERTRER
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A BEETMESN, B R 8K T RE L3RS
EM.BREBEEBKRZHEL, MG HRE LK
B ARERABSTFERBHENASTHE, RRE LR KGR
mEHER, Y& O miEEY. Fril RPEREH R B L3 kR
BEBLHK. BRBELHK. IHKRSUBRERZN RP
WK EREMITH, HEFE RAEEFREHME IR
A, HBA M E VIR ERA, NEEREIIK, LI 5
o, MEYE, MEBEAE 0 mn MR EEEZH., KU
FEC B2 4 RS RFTYE  WETESWHE
FEshik, BEEZ BB AR LS REK T REKE R B
EHE MEFBEYARKLIER, EFWHkORRAM
MBFEFSF MERERELWE, FRMARILEMTEE;

RAFETVRE 4 41, RA 6 mm HERNEZHBA T BN
BHAB S RETER AN RA M FTHEAES
EHRRTESOLE. A0BRBE LSRN TRERRA
SEESHRKRAUYE . TUREBKEZRENBRELS
Bk MR IEAR 38 AR B8R 5 8 I 0 B L M K A L O T 4
FEEFEGEERS; ARk ER XA THNALEY &
HO,EEMAENE, THEREYENEERYED
MM RER.

BESLBAREAR R BRNRF BB RA MR B
HMENEFARPLEM BTGB FEREAN LB
FRMFET-RATEFRIEMEE, RGHEFRMSE B
VBMBEFEERENERFD, FULRPEREOLEKNT
BREAMTEEFANGRABERE RRBEN S FE£F
EREBNK.
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