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[fHE] H® MREESHEAHLPREE3 (PTX3) HEMEIL, VIR IEF )G 8hF X B 5
PERS X AR R M, Frik e BEEE S PCR(RT-PCR) | H AL AR 5P PCR (MSP)
PE LU 2R BT IR S B B IR 2V & B B 2V TR, 43 M PTX3 FE K mRNA (93535 |
FEHJE T X H RS PTX3 AR A S SSRGS N R, &8 25%
(5720) L E B ZH LU 90% (18/20) IEH A R LU AE PTX3 FE[H R34, PTX3 mRNA £ &8
SRS AU A R 2 AT G438 (X =17.289, P <0.001) ., 80% (16/20) E45 4
VR 25% (5/20) 1IE% EE R LUETE PTX3 3K CpG 58 F 34k, #8278 PTX3 S B b5
B R A Z A B (X =12.13,P <0.001) ., PTX3 K [ 7E £ & 41 40 h 3k 09 IR %
30.38% (24/79) , 55 A A1 4L PTX3 26 A PHPER AN 84.81% (67/79) (P <0.001) . Ffif 4
G R A3 IR N, PTX3 26 1 PHE R R B WAk, 4518 PTX3 ZEUR 3+ H 562 PTX3 3Rk
G R R N 7R B R 0 A R R R EE R A, PTX3 BN 2 B A AT S B i
T PEAS AV A IR bR i 4
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[ Abstract] Objective The PTX3 gene was identified in our laboratory from esophageal squamous
cell carcinoma ( ESCC). Methods We examined PTX3 expression in 79 primary ESCCs and the
corresponding non-malignant tissues, We further analyzed the correlation of PTX3 expression with the
clinicopathological characteristics of ESCC patients . Results ~ The low expression level was significantly
associated with increased tumor stage in ESCC (P <0.001). Using methylation-specific PCR ( MSP) and
semi-quantitative reverse-transcription PCR , we found that PTX3 expression was downregulated due to the
gene promoter hypermethylation. Methylation in tumor tissues (85% ) was more frequent than adjacent non -
malignant tissues (25% ) (P <0.001). Conclusions The results reveal PTX3 as a novel candidate tumor
suppressor gene downregulated through promoter hypermethylation in ESCC .
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FLEZ 3 (pentraxin3 , PTX3 ) FL A7 F NG ORI 325, A 2= E FR2Z R I8 TR AE IR 7 il i [ 14
(TSG14 ) , 4t i) 2 A i AN AR R] 4SBT 2 A T R AR, Z I AL 1 PTX3 J&—> 45 000 Da &, H
RTC & PTX3 5 2R g S L RGis bk O B0 LA 2 S RN P Tk DG A i T o DL B
PEPIE 2 —  NBEE R R FR AL R AT T4 8 KT, PTX3 mRNA 7624590 TP 192835 1 ol . I4FEk , DNA
S AR TR I eg A i Ji v (R P AR b A2 380 TR, 7 P8 A v, 41098 32 DR %) v Y e Ak 0 40 i o 5
DAL P41 FFY SR AT e 40 e v ) S PR A A2 B4 R R A4 383 ) PR AL AR ( CpG 5 IX38R) A9 v
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FILARIEAE " ASZEAGIN PTX3 mRNA 16 &R T 9 305 9T U 3hF X A SE A0 A e iR 40 s ( LA
NRIAREEBHE) TR

RN TTE

1 SRR 20 i B i 2l 2 SR 55 B R AL 2N 1 2006 ~ 2007 4F B #REE B 2% i b o A
B& BERSMEFANRAS R AE TIA T

79 I E A R A 4 SIS R R ZH SO 2006 ~2007 45 14 # EERE R 24 s b 5t A B B M AR
REA, AW SRS IER AL > 5 em (Rl — MR IEF AL, GRS 575 1997 4F UICC-TNM
SHIERIE, 79 BB RS 54 B, Lc 25 i, AFEE 37 ~86 % SIS 60. 7 %, HAFS 61 %

2. SEEALAR A . PTC200 PCR 4 HI{X (MJ, &) , GEL-DOC2000 #4458 SMEEIE AR 5 45 ( Bio-Rad, 5
B, A A ML Leica RM2145) |, s M 505 18i4% 2245 ( Nikon Eclipse E600W) | i FH % SP000 %92 21 1k,
Yk & (LR PR S AEYEARAEBRA T ) , PTX3 —Hi ( Millipore , 5 [H ) | 40 il bk K 22U IE K 41 DNA $2
B & (TIANGEN DP303 ,dt5%) , R bR PCR 108 & ( Takara, KiEFEAY)) .

3. RNA MU SER 4] DNA (HEE BT 20 )35 0 IR LR AR RO S5 24529 5 mg T
1 ml Trizol IWAYAS T, WFE S 1) R DA B EL RNA . BP0 S B BRI . (P 3 A
ZH DNA $EHGAF & HUl Il i1 T

4. PTX3 JEHFRIRAIREN SFHRILAY 20 B &8 R SURYESS A2 () RNA KU 58 <DNA, FiLL cDNA
oM T PCR 4714 PCR J i 451 :95 CHAEYE S min ;95 CZAEME 45 s 55 CiHk 45 s 72 CHEMI 60 5,35 IK
PG B f5 72 CCHEA 10 ming SO0 TBR R WHEE IS HL K | i HIBERE FRL UK AR B UG oAl R Ge kAT & 43
Mro ML ¥ 40 F ;. PTX3-F: 5'-TCTCTGGTCTGCAGTGTTGG-3', PTX3-R: 5'- TGAAGAGCTTGTCCCATTCC-3';
GAPDH-F .:5’-CGGAGTCAACGGATTGGTCGTAT-3’ ,GAPDH-R :5’-AGCCTTCTCCATGGTGGTGAAGAC-3'

5. PTX3 3L sh 7 IX I EARRI 6 20 Bl il 2 o 2L 41 DNA #E47 30 A iR S AR 181,
SRJE K MSP L XHEM 5 1) DNA #5147 ARG, PTX3 FHEEAL G4 . MSP-F.5'-CGTTTGCGGTTAGGAG-
TATTC-3' ,MSP-R :5'-CAAAACGTCGTCCGTAACTTA-3' , ¥4 A Bt 103 bp, PTX3 JEH K454 . PTX3-USP-
F: 5'-TGTGTTTGTGGTTAGGAGTATTTG-3", PTX3-USP-R: 5'-CAAAACATCATCCATAACTTA-3', ¥ 14 F Bt
105 bp, PCR S £14:95 C 28 10 min;95 °C 45 .59 °C (H34L) /50 C (FEH 2k )45 s 72 C45 5,35
UAEI ; JeJ572 CHEM 10 min, S 7= W)k A T BB BEGE A H UK, 5 I HE Dk AR B IR o3 i R G kAT IR R
5T

6. HPEHLUL: SP LK B A 21 PTX3 MY33E . B8 AV 250 248 Fh I A SUhn A Rl A IS 3,
4 pm Y F, AR Rl AR SP iR & E TR T, L PTX3 BhibEdiiAh—bi, DAB 1 o #& fH
SHUML 51 T L 75 M BRIk

7. Gt )i SPSS 16. 0 Geit B T4 it o0, WAL I B0 LU IS FEAS ¢ K 50 ; 3000 AR
X" K5, P<0.05 N2ZESAGH L,

g R

1. RT-PCR Z5%:.25% B 4121 (5/20) Ml 90% 1F H &4 Bh IR 41 21 (18/20 ) 174 PTX3 FE[H ik
(8 1) ,PTX3 mRNA 75 R 59055 2 (8] I Fh 22 A Gt X (X =17. 289 ,P <0.001) ,

2. MSP 45 5H.80% BAFEH L (16/20) F1 25% 1EH A FMEALLL(5/20) FEAE PTX3 JE[H CpG 1 # 3
TR 2) , PTX3 JE DN P R4k 58 & A 2 1A 6 (X7 =12.13,P <0.001) .

3. PESUb2ALE R (1) PTX3 & B M g 00k 2 2e o FAIM s g (|10 3) . (2) B R4
PTX3 #5 PR35 30.38% (24/79) , J 5541 PTX3 E I BHIEFR B FR N 84.81% (67/79) . A
PTX3 75 [ P ek R 3 TR 584020 (x° =41. 039 ,P <0.0001 ) . (3)PTX3 & [ MRk 58wk K
R BEAE ()G 2R RARZHENAY PTX3 BRI 5 A AT AR TR KA ME te hfad 12 10 TR B R itk B 25 e i 38 G
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X, P14 >0.05, WIEIHEARFHS T + Ta A5 Tb + I + IVIHZH 2 8] PTX3 5 (A B F AR (32. 76 %
vs. 23.81% ) EFA G X (X' =6.356,P =0.012) (3 1) ; BRI 0, PTX3 2 1 FHE R KR E
WFEAR . PTX3 & 2k FHPERYAEIE 1 (59. 6 £21.5) % BAME R (61.2 £23.5) % 1 =0. 677 ,P =0. 510,
Fz1 PIX3 HELSIRARRIEMNER LR
PTX3 RIk[#l, (%) ]

[V NEES kS X i P A
B (313

B 79 24(30.38) 55(69.62)

P
L 54 29.63(16) 70.37(38) 0. 045 0. 831
'S 25 32.00(8) 68.00(17)

A £
" 38 31.58(12) 68.42(26) 0. 05 0. 823
X 41 29.27(12) 70.73(29)

R G
AR £F Yk 46 34.78(16) 65.22(30) 1. 009 0.315
{5 IR EF Y it 33 24.24(8) 75.76(25)

NS 27
el 20 20.00(4) 80.00(16) 2.536 0.311
x 59 33.90(20) 66.10(39)

TNM 43+
I +1a 58 32.76(19) 67.24(39) 6.356 0.012°
b+ 1+ 1V 21 23.81(5) 76.19(16)

el + Ta5Tb+ I+ VB4 ZE LT, P <0.05

M Ti1 N1 T2 N2 T3 N3 T4 N4 TS NS T6 Né

— PTX3 (152 bp)

— GAPDH (209 bp)

M: DNARHES P& 1~6: SEGHRALUIESA8 0 T: BEBHEALL N @55 5% &% 4l; GAPDH: WX

E1 EEOHRALTPTXINHX

1 2 3 4 5 6 i 8
m MU MU M U MUM UM U M UMU

M: WIS D9 85 7 4)(103 bp)s U: AEHI AL S W09 35 )5 72 #)(105 bp); m: DNA Marker(brifE /> +1E); 1~8:
CERAS OES A S Gy T B EHEA1LL N @57 B 2l
B2 MSPATIN A i 41 2R B0 5% 1 5 AL 2P PTX33E R 3 8l 7 SR 2
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=3 éﬁﬁ%mﬂmdﬂwxgﬁaﬁ’ﬁéﬁ (SP X40) . PTX3{EN S AFERI41

b R BRI, WM. 3A: FEBER LI 3B: AL
W
PTX3 ik LR EHLIRJIE S B 5 kT, B TTRR b 2 MR R 2 11 . PTX3 4

P2, T ORI P 40 A 40 W&:éﬂiﬂ’@ %’%Wﬂiﬂ@ AT AE AN A, PTX3 ,E?ﬁ Z R ER
N, A8 G 2R Z IR RO S S e DA oM AR B A T A0 OR T AN A AR R TR R S
SEEARBHIK R A AE O A 2 bR —

H RTHIBFSEUESE Rl 5 PTX3 M1, Willeke 45 SR FEAR I IR pentrax AHSGHED Il PTX3 42 1E 4
LRI R EIL, mRNA FIE AR R —8, RMIFAZITA B 6] PTX3 19 RNA FIE H iR is
AOFEREA A, PTX3 SR AR b A 5, BLAE A 2L R vh Lk s w3 i n

Margheri %' Se BRI fk 5 1E 7 FUIE 1 2 40 1L MMP12 il PTX3 ik 3B IR A LA 40 22 | T Ra i i
e HEIFE KB PTX3 B 3h M e R R T3 K AT RCEF Al A K IR 2 (FGF2) BN IMAT T TG
FOG L RN RE LRI A ABR B LS B YL ik s 25 R0 2% , IRg SRAE R R EE U PTX3 AT 4L
Eﬂ“’siﬁif’ﬁﬁﬁyﬁﬁﬁﬂ?ﬁﬂﬂqﬂﬁ A

g it RT-PCR K5 20 ] &8 a8 20 21 AHN 498855 1E #4121 PTX3 mRNA 93835 & 3, RT-PCR £
FLE7R% PTX3 mRNA 7E 20 Bl 4855 1 7 414U P A 18 mﬁéﬁs,ﬁ'ﬁ 20 B BE AL AT 15 1) PTX3 mR-
NA Fikihok , BRIk 75% 3R PTX3 mRNA fE B S35 2 M FA LA GH B X (X =17.289,
P =0.000), FILHEN PTX3 R 7 48 e e — e |

AT E B UE ST CpG 5 1 PR AR St I i L PR 3 28 155 0, St 9 3 PR 4R 445 T 78 DNA 7K
I EZLEE, DNA HISAGS s & A RV AR AT % DI OG22, IR 11 DNA S FE 60k i oAy 3 41 of i i 5
fR— AN MSP 4525 B R 80% (16/20 ) B EZHZIM 25% (5/20) TEH B B LUFAE PTX3 N CpG
S LA 375 PTX3 PR P Ak 5 £ A0 o A 22 JE0A5 606 (xC = 12.13,P =0.000) , PTX3 mRNA ik
TR EBERE PTX3 J R SLA AR B 5 (A DG B 34, RV v ) 35 PR HH LA AR B AR Bt A (IR ) PTX3 mRNA k7K
-, XHREZUEE R PTX3 [ ok B J Ak Pl R I T DR e SRS ML =2 — | 3R PTX3 [R5 8l X e HH 3
e B e v LA IR A5 5 | 3 A PTX3 AYFEIRERIC, i PTX3 6 PR ELAT B i 45 A= BN it 190 o vk e
PERAMER . BT PTX3 Jash FIX m S5 T B8 e & KRl i,

o E L LU 2 A 79 51l B 45 B9 S 55 B R PTX3 B MR IR R, I 45 Gl AR BRARFAIE
CHREVER AW WK S I AR B A4 IR TR BE bk T 25 575 88 ) T PTX3 2R 1 3808 5 8 8 W Ife A 2E
FHIERCR . B R ARG I, PTX3 88 11 BH M 3R R Hi AT (P =0.012) . 5340, PTX3 MR LS
AR MRS SRR EHEREE A TE (P >0.05) . ISR PTX3 RN & Rt ik &
FLVER, PTX3 8 M HARA 1T RE HUR B TG 22 .

WA, FATA A BB PTX3 AYFRILTTREAA7E 2 HIAEHLH], PTX3 3£ )5 3 7 X 0 805+
AL, T RE S P BOZ SR S B B EALE] 2 — , DO A B TR R AR &L R AL, Ak e )
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Biiin iRt TR . 3R PTX3 ik KO F S AR 25 0 R -t s A7 Bl 4 e e A ek A E R

PTX3 JE[AE 81 i AR PTX3 A I3 Y F2 2N 1 B4 Wi 19 A A ke ke | 28R T, PTX3

FE DN R 27 F AL T A B i 010 £ e TR DAl A R AR S o
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