BEAERSE el 2011 4E3 7 5540 % 453 10

-E B

FEASGIEL R, Bel —2/Bax 1Y W AH e 52 T 40 il

B 388 58 AN T 09 7B, Bel - 2/Bax 19 FEAE T 5 BEAIG

JAT-2 AR Bel —2/Bax (9 LU AR 1 FREAIG , 23 02 1 4k

A J5 1 S 3 1 I8 B, o A 5 R C N KL

TR WO caspase FRIGILHEG , N 51 T2, AHE

KM ZGDHu -1 fEH )5 ,CD4 " CD25 " Tregs Bel -2

B & B T Bax — ELU&AT 284k, 530 Bel - 2/Bax

BT B [ B sz Bl 4 A B3 35 7 5 235 ) 3028 1) 2

PRRSEEE 11 APO2. 7 1 3R 3K BT 1 39 n, |y I HE ) ZG-

DHu - 1 YEHJ5 7] 38 & Bel — 2 Bax & i T2 45 5

PRI FH T b A, (o 045 b 302 R385 R 385 n , DA i

75 CD4 " CD25 " Tregs A T, H 40 09 15 WL b A

friff— 25

S % Tk

1 Wolf AM, Wolf D, Steurer M, et al. Increase in regulatory T cells in
the peripheral blood of cancer patients. Clin Cancer Res,2003,9(2) :
606 —612

2 Schaefer C, Gkim G, Albers A, et al. Characteristics of CD4 *
CD25* regulatory T cell in the peripheral circulations of patients with
head and neck cancer. Br J Cancer, 2005,92(5) ;913 - 920

3 Liyange UK, Moore TT, Joo HG, et al. Prevalence of regulatory T
cells is increased in peripheral blood and tumor microenvironment of
patients with pancreas or breast adenocarcinoma. Immunology, 2002,
169(5) :2756 —2761

4 Sasada T, Kimuia, Yoshida Y, et al. CD4* CD25 * regulatory T cells
in patients with gastrointestinal malignancies: Possible involvement of
regulatory T cells in disease progression. Cancer, 2003,98(5) ;1089
- 1099

5  Orsini E, Guarini A, Chiaretti S, et al. The circulating dendritic cell
compartment in patients with chronic lymphocytic leukemia is severely

defective and unable to stimulate an effective T — cell response. Canc-

15

er Res. 2003 ,63(8) :4497 — 4506
Motoyoshi Y, Kaminoda K, Saitoh O, et al. Different mechanisms for
anti — tumor effects of low and high — dose cyclophosphamide. Oncol
Rep,2006,16(1) :141 — 146
M B0 B R A TR ZY 3,6 - I - 1,4 - T
=S - PUEE ~ 1,4 - ZHUERERE AL S W B LG O . P E R
LR, HiE S 2198121915, 2 JE 5555 159831 5
Pl I = A 2 R S ISl R RS
HepG2 I35 5 40 g 4 T 19 WF 5. o [ 25 34 2% 5@ 412, 2006 ,22 (6 ) -
754 =759
JAGKF, BB, S, A DY e TR 5 S O AN B R
SHI — 1 Y8 1= Ko 43 T AL AT 5. o [ 5 98 il e 2% 2% 7%, 2007, 15
(3).483 —489
JAKI, B, B A O M 9 20 Bk AS49 Y
R HMET. 2525241 , 2007 ,42(1) :26 - 43
ARSI, B, B, A5 DO e R Sh 0 ] HL - 60 21
SR S R T AR TR SE. HhAR IfL 2 A A, 2006,27 (11) 2770
=773
Fontenot JD, Rudensky AY. A well adapted regulatory contriveance:
regulatory T cell development and the forkhead family transcription
factor Foxp3. NAT Immunol, 2005, 6(4) : 331 -337
Liu WH, Putnam AL, Zhou XY ,et al. CD127 expression inversely cor-
relates with FoxP3 and suppressive function of human CD4 + Treg
cells. J Exp Med,2006,203(7) :1701 — 1711
Hartigan — O’ Connor DJ, Poon C, Sinclair E, et al. Human CD4 +
regulatory T cells express lower levels of the IL — 7 receptor alpha
chain (CDI127), allowing consistent identification and sorting of live
cells. J Immunol Methods, 2007, 319(1 -2) . 41 -52
Giannopoulous K, Schmitt M, Kowal M, et al. Characterization of regu-
latory T cells in patients with B — cell chronic lymphocytic leukemia.
Oncology Rep,2008,20(3) :677 — 682

(Y k52010 - 10 - 14)

PTEN R ERZKBENLS PTCHXF

Bl R O3

#wm E BN

mHE B

e EjaAk

PRVT PTEN S 303K BOHIE RS 2 7 X o i R4 5 TR IRFL R R 2k R R E BB ER, Bk R

B e 414k \western — blot | I LA K¢ S 4 PCR(MSP) 2347 1E 3 HUIR IR 5 BUR AR FL S R 41 81 PTEN 8 5 K35 % 5 [t PTEN £
MG a7 XA oL . R SIEW HARRASUH L, BORIRFL SR 4 20h PTEN S HRIXW B T (P <0.01) , [H#f EH
Jz 8L PTEN JE [ 8 AT T8 -45 I e 9 9k P 25 5% A2 R 00 2 SR OC (P <0..005 ) , HLHFUIR IR L 3k MR8 41 81 PTEN 28 [R5 21 77 IX 1 2k

H4wiH . FHEK 8637 % & L1 H (2006 AA02090406B )
YE# B ;318000 I JH B 24 Bt 55 — I K 2% B
WIRAER B85, l T {544 : liangy @ yahoo. cn

.39 .



- —
*1e 5 J Med Res,Mar 2011, Vol. 40 No.3

R R E &, it PTEN H A RER KR TR IREL OIS ) R & R a0 S 3R IR 2 — |, JUAR 3R 3k 5 2L R 3l 7 X5 B2 1 2k
(P
k@R WA PTEN 3L H 3Lk

Protein Expression and Promoter Methylation of the PTEN Gene in Papillary Thyroid Carcinoma. Qian Guangyu,Liang Yong,Yang Lin-
jun,Zhou Jian ,Wang Xulin. First Clinical College ,Wenzhou Medical College ,Zhejiang 318000 , China

Abstract Objective To investigate the protein expression and promoter Methylation of PTEN gene in papillary thyroid carcinoma
and normal thyroid tissue and its biological significants. Methods Methylation - specific PCR,immunohistochemical and western — blot
were used to analyze the promoter Methylation and protein expression differences of PTEN gene in tissues of papillary thyroid carcinoma
and normal thyroid. Results Compared with normal thyroid tissue,the PTEN protein was significantly reduced (P <0.01) in papillary
thyroid cancer,while the reduction of PTEN protein was negatively correlated with tumor stage (P <0.005) and promoter methylation of

PTEN was more common. Conclusion Promoter hypermethylation of PTEN in papillary thyroid carcinoma causes decreased expression of

PTEN,which may be one of major reason for the metastasis in papillary thyroid carcinoma.
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