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The Clinical Significance of DcR3 Expression in Papillary Thyroid Carcinoma
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Abstract To explore the expression of DcR3 and it’s clinical significance in papillary thyroid carcinoma,
the expression of DcR3 mRNA in papillary thyroid carcinoma (n=50) and adjacent normal thyroid tissue (n=50)
was detected by RT-PCR, and DcR3 protein was detected by Western blot and immunohistochemistry. RT-PCR
result showed that the expression of DcR3 mRNA in papillary thyroid carcinoma tissue was higher than normal
thyroid tissue (P<0.05); Western blot and immununohistochemistry (IHC) results showed DcR3 protein expressed
higher in papillary thyroid carcinoma (P<0.05). DcR3 overexpressed both in mRNA and protein level in papillary
thyroid carcinoma, it suggests that DcR3 may promote the formation and progress of papillary thyroid carcinoma.
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FEAT R 2 7] A 1 T-PERZL 2 80 8 1 $2 B 7 E
Thermo Fisher/\ #]; Trizol RNA$E B 7% H Invitro-
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s F et ST ADCR3 L v BE BT H Abcam 24 7 ;
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B B A 4t DABE (il &l B KR AW
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1.2 A&
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ARIE B g 57 1 FFOR IR 2 ZbR AR 255011, A3:491) b A
2950 mg, K H Trizolif 7l UL A ZH 21 b 1) SARNA,
FH 28 143 56 6 B 1 0 52 RNA TR 94 5 141 5 Ratio
BER Dogonso=1.8~2.0, FEAE1% B IRBHBE RS LK 1 i om
L3R T G 28S A 18S Y 25 rRNAY, 1IF B 12 B [JRNA
SEHE . cDNAT(20 pLR NAAR): HL2 pg RNA, i
2 pL 10XRT mix(Z K 5 A1), 2 uL ANTPIE &5 (A&
J& %0.25 mmol/L each ANTP), 2 uL oligo-dT15(£ & Ay
1 umol/L), 1 pL Quant Reverse Transcriptase, JJlIRNasefree
ddH,0%220 pL, 137 °CH 560 min. K HISYBR Green
TR, ZAAFI S 5¢ iiReal-time PCR, XfDcR3
M GAPDHIFATPCR, FHH 2Rk, PCRI V5444 Fil
A5P£95 °C 2 min; 95 °C 15 5,65 °C 30 s (AR K IR JE WL 1),
68 °C 60 s, 40/MJEFE; 52/595 °C 15's, 60 °C 1 min, 95°C
15 SRS AR5, BTG T2 AT V&S S i
RE AT B R, 5175 K

1.2.2 Western blot HY—80 °COR A7 1 HI AR it 5L
SR i S 5% 15 HUIR IR 21 2UbR AR #5061, 41
30~50 mg il A 500 pL T-PERZH £ 5 25 (1 HUOB(751%
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W i . BCATEAS AR 19K JE, 60 ngih & [
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A L R 5%, B 78 Ja, WA
R R RMRET4E R b, FHS%/ e Wk E 1411.5 h, N
T ADcR3(1:300)FIGAPDH(1:1 000), 4 °CHiF 7 it
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MG E 1.5 h, ECL 4, XS 2 s ot s, v
BUR AT AL 2R 3 45 SR

123 HRAzfes BRI AR RL K
ARIE AL R 5% 1EH A LR A 5001, A5 a3, vk

%1 DcR3FIGAPDHE R 3|45
Table 1 The primer sequences of DcR3 and GAPDH

2= H7Y| LR el P TR

Genes Forward primer sequence Reverse primer sequence Product size Tm

DcR3 5-TTC TGC TTG GAG 5'-ACG CAG CTT CAG 401 bp 60 °C
CAC GCATCG-3' CTG CAA GG-3'

GAPDH  5'-ATG GCC TTC CGT 5'-TGA GTG TGG CAG 398 bp 65°C

GTC CCCACT G-3'

GGA CTC CCC A-3'
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Fig.1 Melting and amplification curves of DcR3 and GAPDH
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22 BREBEAFKREREZEFHLEIRDRIE 222 HpEfAfLEER G 9 21 Ak 5 SR ) s A

HEIRIEER DcR3 L 2% 53 A% HH A S 2 0K: 4 FH 1 (414 o
2.2.1 Western blot# R Western blot%h H(F3) it

75, DeR3H [ 78 FOIR MR 7L SR o AR o) Rk i 2 (A) 1 2

1.552 7+0.210 2, 7E1E % HURIRALZ b 2 1 AT & _ DeR3

iK R 20.543 120.107 4, HURBREFL IR I DeR3

ARV & T EEFRRAN, A BER
Gk L (P<0.05).

2.5 - | * [ 1 Normal thyroid tissue
% |:| Normal thyroid tissue

1.6 . Papillary thyroid
2.0 - [ Papillary thyroid carcinoma
carcinoma
1.2
1.5 -
0.8
1.0 - 1
0.4
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0.0
0.0 -

1o IR TRERELER; 2: TRRIRFL IR *P<0.05.

DcR3/GAPDH

Relative mRNA level

*P<0.05. 1: normal thyroid; 2: papillary thyroid carcinoma. *P<0.05.
2 DcR3 mRNATEIE % FAKARA LK FKAR A SR B9 3 Western bloti& i DeR3% (5 7F IF & ERR AR LA L0
LEPSE e RERRBREL KR E P Ry RIE
Fig.2 The relative mRNA levels of DcR3 in normal thyroid Fig.3 Expression of DcR3 in normal thyroid tissue and
tissue and in papillary thyroid carcinoma papillary thyroid carcinoma determined by Western blot

-
-

A: DeR3{E FURARFL SR (335, B: HURARFLRIRAE OB TEXT I C: DeR3 A IEH HURARALZT (9335, D IE 3 FORARALZUR A VX
A: DcR3 expression in the human papillary thyroid carcinoma; B: negative control of the human papillary thyroid carcinoma; C: DcR3 expression in
the normal thyroid tissues; D: negative control of the normal thyroid tissues.
El4 GefzBUiNDeR3IZE FARBRFL KR Y= K IEH AR BRA LR b B9 R3£(400%)
Fig.4 The expression of DcR3 in the human papillary carcinoma thyroid and normal thyroid tissues determined
by immunohistochemistry (400%)
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Table 2 Expression of DcR3 in papillary thyroid carcinoma and in normal thyroid tissue

bl PR 534 Ve P
Groups Positive Negative Va P value
Papillary thyroid carcinoma tissue 24 26

Normal thyroid tissue 11 39 7.43 <0.01

&R3 DcRIFZAMFRIEZS FRBRI KR E IR R FBFFIERI KR
Table 3 The relationship between DcR3 protein and clinicopathological features

of papillary thyroid carcinoma

At 1% BHHE B Va PfE

Variables n Positive Negative Va P value

Gender
Male 12 7 5 0.68 0.411
Female 38 17 21

Age(year)
<45 32 18 14 2.42 0.119
=45 18 6 12

Tumor diameter
<2cm 40 21 19 0.85 0.357
>2 cm 10 3 7

Lymphatic metastasis
Y 17 9 8 0.25 0.615
N 33 15 18

Stages
I+11 40 21 19 0.85 0.357
1+1v 10 3 7

% Carcangiu 55 -5 W 40 U7, RAEFHMEN 3 ixtip

J A € i S R B 2 A0 M s v 23, BH P € 4
Tt iR, BB E S HE oy 1. 2,
3% FEAE RSB N (@0x) %tk U] A BEHLIE BN =
5B, THES004 41 f/A0 T, JEE2 500, BHE
AN M HT 15 <5% 5%~35%+ 36%~T0%K1>70%7) ]
WHO. 1y 24 3% HWHIVE (1 FeRBEAT 25 5V
a5, SV BT 2~35r g8 4~50 Kb FERH
PE =650 R ak B PE . A SI26 v B P AR 55 BH 1 A
9 b v, P S IO R B 4 Sy BH M ik b
o SEIG 25 IR GER2) Wow, HERIEFL LR 1 DeR3 (1)
BH 28 4 48%, 1EH HUAR IR 2L BH 1 26 0 22%, H
PR L Sk PR PH P 30k e B 8 oy T 1 IR R 4
21, P<0.05, ZRA g m Lo [, Tl #r
T HUR IR FL SR8 TP DeR3 2R 1 23k 5 1 A g 2
FRIEM DGR (ER3), 45 0 IR, DeR3 & IR IA 7K
EBEEN L R MR RN AR S RS K
9o B4 B JCAR G, 22 R Gk 245 L(P>0.05).

AR, A3 HAR MR FL S R AH D% 1) 43 T AL
WR A I T A AT, FE S, RIE
RS T IR AT T2 it e, At
FERIL, FURARFL KR HNoteh 1. 20 2 R i, 2
INIX GG RE L B DA O IR A i i 52 2
i, JFAIPI3K/AKTIE % 7 WO A 5 B A 1Y) Hf 1
AR Bl d ST R I, FOIR IR L S R o
PTEN R, IXSCRFFUR T, HRARIRIL SR 55 40 i
B TR R

e B IR BE D] B HE 2 A At B 0 T e
B AR B R BR A8 R 2 A4 2 B AL FRTNFRI
TNFR2. LTBR. CD27. CD30. CD40. FAS (CD95).
0OX40 (CD134). 4-1BB (CD137). DR3. DR4.
DR5. DR6. RANK. OPG. HveA. TACI. BCMA.
NGFR. AITR. Troy. EDAR. XEDAR. DcRI1.
DcR2. DcR3%:2651H, I HDeR3JE #  & BL I TNF
TR Z . 19984F, PittiZ5CI/E 1 R O %
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IR BE R P A1 B FE(EST) I R B — 20 5 g A ZE A
52 AL DR B ST 1 D AT TR P IR ES T Jl it 845
FEa, IR JiG I v 53 85t — 45 8T 1K) 42 K cDNA, Jf
2 HLcDNAZ B4 (1) 25 [ FK A DcR3P, DeR3 H TNFRS-
F6BXER G, A T NG 0 4420q13.3, H:cDNA G
1530012 R 2 JIK, JLE ARt & T4 BRI =
PP DR () DR 51 PP 81, S — ] Y 2 1 43 ik iR
1, TSI 51, AN 73752435 kDal>%e WF5E R I,
PR AR IR 1 R A R S S T A OGR4 T,
DcR37E 87 4H M (49 1 R 5 rhobd 2 S B2 1 1 4R
F®, —TJ7 1, DeR33d i 5 i 83 I8 28 K] - 52 {4 Fas
T8 P 45 H L AR FasLoR 41 il Fas/FasL A1 1) 4 122 4
JIEEAE B0 55— 71, DeR3 7] 5 LIGHT4 &,
T 5SHEVM. LTPRES &, Mifi#ll | HLIGHT A &
(VAR MR T, 5 350 A o et A 2™, [, DeR3
ik ] 4 FITRAILES 75 H %2 fADR4. DR5. DcRI,
DcR2, K| TRAIL T S5 (1) 40 f 7 721 DeR3 4%
R B AR KA FI(VEGD I 52 44, 56 4+ 1k &5
£ VEGI, A& 15 [ il 4 (10 A i, a3t 1 5 | I 1) 4
FEOT1617 DR 3R SEAR 41 M (1) 3 58 55 354k, 2
fEHAA T, eAh, DeR3ATIE TG LPKC. PI3K.
FAK. Srcifilil 55 41 M5 5705 L3 B 1 ) 4,
138 55 AR 40 R THP- 140 i 4 26 B, A 5 | i g
() R R 102021, DeR33A nf il it #2445 % . Rank-1%%
IRALACAN I A0 M g T2

WFFE W, DeR3ZE B K e AR
itidess FLME. DN S, Ao, o, 8
i SRS, MREERTUR . AR, R R A
) RIS REERIA, TEFLE . K. R, TR
9ot S5 A AR R v 2Rk RIS, 8 22 ieg i iy
HDeR3/K 52 0E &5 4 1w, ConnorS5 Pk 71 G 59 &
H K P R IS KT FIDCR3; 78 ML 22 48 1
Jeq 1 22 M BE IR ER S DR W] St (i T2, ity
DcR37E R It 3L Sk PR v AOIE 9 1w Tl . AN 52
KA 5T DCR3LE FUIR I L Sk pRs v () R IE 1 . RT-
PCR 27, HUARIEFLSOIRFEDCR3 mRNA ) K IE 4 IE
W ORI ZH 2R 20 192,058 3+0.121 5, 275 FRR IR FL K
PRI 2 2P DeR33< 1 W i Ft #5; Western blot i 7,
DeR3 5 178 HUIR I 3L Sk PR v i 10 0T R AHDR Rk
#1552 7+0.210 2, W2 i T E HUARIRA1)0.543 1 +
0.107 4; S A AL FAR IR FL SR T DeR3 &
JRARITE R A8%, 1FH HAR MR LA ZRIK % H22%:; i

B FFCIR I 2L SKotRge P O DeR3 8 1 308 v 1R
IR, GegeitAonth, L ma Bargit+#
& X(P<0.05), A 25 R R, 78 AR AR FL IR
JiarH, DeR3AERE AR AL (1 BRI R B B, 3X
5 DeR3TE H M P Wl SLARJE . e &5
bR R AR AL TR 45 R OE — 2. DeR37E HUAR AR 3L
SR Y A8 s DeR3 ] BEAE HAR MR L SR
Jo R AR R RS T HEVE I

£ L PTI&, DeR3 vl I 41 i 8 T FF vl GE A1 H
INEI Nl 4 -4 A R (Y R
DcR3H [ 1] BE M FR MR L SRR S 12 W ) 385 5 73
ThRACY), BATA LK AN AR )= 10 L2 A DeR3
ST BORAE D BRI AR R BRFL P B A e
R FE FBIL, A S0 e 12 B R o FROIR R L Stk
TR UL EIR A .
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