FTRES 2016 458 A% 45 K% 23 19

doi:10. 3969/j. issn. 1671-8348. 2016. 23. 046

3293

HUEREFR IEZFEERULREMBEFRARER

KRB ik, AR E" FAR
(# Y EFRABREFHME . T % 453000)

[@A] BAARET RMAHLERET B 24h [ HKAL

[FES%ES] R730.2 [xx#t#riRfg] A
A K R F B 1 B A2 {k (transforming growth factor be-
ta type [[ receptor, TGFBR2) & H 5 # & /7 & M
(Ser/Thr) G P 1 BRI o B85 52 14, TGFBR2 1E 2 —
AR O, 5 LA R B Ser/ Thr il /2 I 09 A R, H
Ser/Thr #GEE Pk X AL F M 4 25 #9350, TGFBR2 58 1o K5 41 iy
S5 He Ao T BOTGE-R) e A0 AL 7Y 1 5162 48 A 45 0
AR TR oY R I R (A =) I B ) Lo VAR ¢
T TGFBR2 (19335 U8 B {5 /i 98 4 M 1) A= 4 A 43 24 Jn 3k 5l 2
DL — R 3242 i i 07 230 A7 1 50 B I AE IR R A R JR D7 T
AABEREZE L. Frilie TGFBR2 M 58 48 5 K3k 19 T i & 4
TERE TN 45 M H 7 AL R4 Lk TGFBR2 7E1F =
&S T B VR B 55 A6 2R 40 06 Il e R e 88 2 N S T TG R Y
R T LR,
1 TGFBR2 W4&# 51h6E
1.1 TGFBR2 #y45#) TGFBR2 3£ H T 3p22, 4 87. 64
Kb, &H 6 MRS TH 7 AT, HEOHEXN ST REh
75X10° 567 NI A L. TGFBR2 g py X /& BE AR <5, i
SR 43 AH A e T XA B 10 A B 22 2R AL
B2 . TEBS BT S0 ME I . 3 A2 e 2 B2 R AE 1 b i HE 21 H At
e e SR 11 25 ) o B 2 AR T
1.2 TGFBR2 5 i & A MdL# 76N, TGFBR2 75 &5
TGF-R 4 AJE A REREAEY F1EH . TGF-B Ret ik N KR Z K
SR 43 6 7 AR A R A RE R A R IR R R E VAR
HE EMBERA RESRD RBEEREEM. 72 R
Wy B, TGE-B i i ] 410 16 fiF 32 09 009 R 40 Bl A 9 2 ) 0 Jg8 » S
AT 36 5 2 b AL ke A e R PR 5 0 i T 0 A0 i L i
Fofged o 45 A B S (R o R BRI AR BT . — B TGE-R
T 55 TGFBR2 454, J5 & M ¥ M 1k TGFBRI % Ser/Thr %%
BB =FE SRR GG S Smad ARG H G B R
B 15 5 AW I 1) 5 1% 388, e & 5| iR 4l i #% N TGE-B 4 5
B . il TGFBR2 AE g% A 2 B2 i iy it 4y 7, B 3R
KT I B 58 AR ¥l TGEF-8 15 5 3 % % Ji 987 114 410 11 4 JH ok
55,1 TGFBR2 2k 1) = W40 ) b o 149 & A=, anafF o8 2 9,
TGFBR2 B3 7 X 1Y G-875A )£ &AMl $£ & b & 40 i+
TGFBR2 Fy#% sl vk AR & B X B S M RO U . 7
Mg 2R, TGFBR2 Ty A iy ok A% £ 2R BLAE LU R J7 1 - (1)
TGFBR2 Z &R & 1 N 3Bl ek . N bl SE 4k i) TGFBR2 fig
FHIE TGF-g 5H 456 40 2 B4t TGF-B {55 1% 5, AT [

* BEEWB.EEEETARBENIRITR (128320021,
FE S . & {E & , E-mail : wulingzhu@ xxmu. edu. cn,

[XEZHS] 1671-8348(2016)23-3293-03
IGHE 4l M X TGF-B 155 By Sk AR T Mg i & 2B . (2
TGFBR2 % H % L & A F& & (microsatellite instability,
MSD . £ TGFBR2 ¥ #i% X &4 10 bp poly-A HHE 75,2
X2 poly (A) 741 H IUAE A Bk 2k — A~ DL b BRI 08 B, 2 3y
MSI, £ WF 8 9 45 B R SR 4 ), (3) TGFBR2
YRR 20/ RNA [ 4E F R A, 25X 2 i/ RNA [ %5k -
JHEE R PR #0E X TGFBR2 28 3k 7 28 H #2105 it

2 TGFBR2 534 & %% 14 ph g

2.1 TGFBR2 5% WFRFEW . TGFBR2 54 1 &
973 25 YA 5, TGFBR2 1) 2 3 5 1) B IR O 28 3 9 I R TR 97 AR
K Bijg42" . TGFBR2 W35 T A B F 1% T 5 401 Al
R b R 98 AN A % . LT 200 M R 300 AR P AR U A )
P15.P16 FI P21 30, H 45 508 20 9 G 59 48 ik J) 390 6 0
KVH A AN S AR RE R M AR R
H 4 TGFBR2 J3 3 71 CpG & H B4k 78 TGFBR2 J: A it Bk
PRBIE A, AETEE TS,V EEREAL
TGFBR2 Jig 8 F ' 3 Ak 7K - 1 S 18 85, 30 th £ oy 5 4o 4k £ 45
A 26 e 8 40 L T K T AT

2.2 TGFBRZ 5311 3t TEAELAENR P 23R 85
o L T O AT R B O T A E A, BLE Ak ST Ok .
WK B AESE T I 41 b, TGFBR2 1 ) 8 F X H 3 4k 11
JKFBE S B0 ) IR B s Al 4L, T LT T AR A L Y
TGFBR2 mRNA J; TGFBR2 % [ 32 ik /K F W B B A% F 5% 1]
Tl 98 1R 9 55 41 41, I ik TGFBR2 J3 3 7 9 2% 1L 7T fig 3 3%
TGFBR2 JEHYLER . 3 M TGF-B A5 1% 3 2, X5 o iy
i/ F s 5 , B TGFBR2 3k B %8 48 J% 4 2 11 1) 2 Bk 1k A& 4
Al RERZ M TGFBR2 3501,

2.3 TGFBR2 5 8% BEEMR EALTAE kK 4R 4
PRERERGSE RS 2 L, EHBH LA KBRS RE Y P,
TGFBR2Z {1 i s 0 4 3 B — B & A AT DG HE 9 5 6, i TGF-
BR2 {211 38 H B\ S AT 08 55 TGF-B 40 il b9 i %808 . 7 LA
FERBESE A AATT & B . 5 i TGFBR2 B X 774 MST 4, 3%
PO H L B g A5 XA /N R B iR . Gl AT 4 S U Y & R
TGFBR2 #4352k B BEAE 3P22 ~ 3P24 (1 30 691 560-30 738
500 1 30 703 763-30 810 239 {3 & , 1fii & & H TGFBR2 H:[H iy
Al F S e AE X B AN E, B4 3 SNU-5 il SNU-668,

YEE R A DR (1989 —) L FE R A 4o o 22 2\ 2 i g 20 7 S 1) 5 Rl 3P e 1



3294

TGFBR2 [ 4l F 6 5 1 #4828 25 5 302 TR 8 R 9 1Y Ser/
Thr B EE &L TGFBR2 % TGF-8 {5 5 i1 S E T B, i
T 5 S5Ok T S8 1 0 o 7 R O ES T e R A Ll e N B
Bk — 25 B F 5T % B, TGFBR2 k1 T M M M R A A
FIF B IR AR . DL LB ARIE T TGFBR2 4R —
A0 95 5 DR 2 A N I TR L SR AR 24 A R R AR
BT =AU (A BT R B A B R AR i AR R,
TGFBR2 [ 35 J& 3 0 ) % FieJgd 410 o6 4 AR J& il + TGF-
BR2 A9 2 3% 11 5 | B2 /9 1fi &t F Smads A9 IE 51 AYEY

2.4 TGFBR2 5%5E W WaRUL.45HMENERRKEZ
AR ZHBAMEERAN R E RN B, EOmE. ai
JEV 3 2 AR 0P 4 A ] R T Ceyelin-dependent-kinase inhibi-
tor, CKD P21 % X 3235 T I8 ol )i 2> TGFBR2 &Z & fyF3k . X A
ASC Al 40 i J& 39 1 9 5 O A do il TGE-B {5 5 % Ji 983 240 fd iy 410
7 P08 55 . BT % 3. TGFBR2 [ %< 3% Ffl PTEN % A 1) &
I I R 3 S ) KT T 2 W] 42 30F 25 B0 o 0 & 2E
T T2 9 240 i 11 9500 B RS TR AT SRl A P U AE & 0
R AR R R B 5T L AR LAY B SR TR R K 2 A T A 1 9 3 N
B3 D 9 A8 5 B XY P, BIF ST & B, TGFBR2 1 K 3 5 i 3 0
SEN I AR MRS, HLYE 45 0 R P i RNA g 5 R n]
Z W VE T 1 miR-21 . miR-301a 25 7E 25 T 1% % 1) 95 B 20 21
Feik K. HL#FSEA R W TGFBR2 % K 3k 0916 L A2 ik 45
WA JR I Ak R B R AT [l F 9 & B, TGFBR2
T TR S AR AESS H i R & B — E EH . TGFBR2 %
DRRBELLERT 90% M MSI 45 T a9 A L. Hf
R E LT TGFBR2 K1 4 5 X 19 A10-f3 T8 & %
45, TGFBR2 f3 TL A /) 28 48 5 80 TGFBR2 X i 88 ) %1 5 5
TGF-R W57 A M F 45 B /9 b - 18] 75 i % 1k Cepithelial-
mesenchymal transition, EMT) X J& 4l il (/)32 08 5585 . 3+ A
W IE R FELE T DR RAF W25 B 8 P A KT 30% B Bt
BRIE [ 19 2875 , a3k Xt 45 T M o 40 i 30k ok fh 2 W LA BB R X,
E— 25 1S 50 W, TGFBR2 13 T 1% 2 4% X 45 B % 93 4i i
RENRER AR E TEZNOEN AIRES AR RE R
SR HLE =z —o

2.5 TGFBR2 5[l MR 2 — P B2 B0 09 0 1 i
Jo LTI A AR IT I . FE R IR AR 2 R AR LR Y
o, TGE-B 15 5 1% 538 I 1 i TGFBR2 N 1 R A —H & A
IS M FE A0 FR DR IR 898 5 TGFBR2 M6 2™,
R AT E R R B AE y EMT #0477 ) miR-655,
B /R S S 2 — & TGFBR2, 1 miR-655 (¥ T K¢
T EMT Ry, A R T4 i iy =il R %% . 5 oh 18
Jif B e ) TGFBR2 2% 35 it 1 & 1% th 40 3 i i o W) 6 o
B ZEAF I K 48, a0 TGFBR2 263K 19 F 98 X /8 & 19 2 17 01 2
B 4510, 3% 7] fE 2 BT TGFBR2 % TGF-B {55 10 R WU T /%
B, N FE S AE 5 9 TGF- 155 B e it i 40 i i %% . 4
S A

2.6 TGFBR2 59 & & M HF 9 Chepatocellular carcino-
ma, HCO) J& N5 8 DL (9 98 22— o i 4 BRI A A G BB T2 1
F3f., HHCCHmEERZHR. ZLEN B 2RI, i
TGFBR2 {1 Ry i A~ i it ) 8 82— B, 78 HCC 1y 32 1 9 B,

FTRES 2016 58 A% 45 K% 23

TGFBR2 K3k 1 FeAR A 1 TGF-B 15 5 % 40 I =1 39 | fi 5 S5 B
S A MR T R 4 R A SR i HCC i ke Rk R
8RB TGFBR2 5 £ A~ 5 K AH B./E ] LR # HCC i &
AR R InAE /N RAE AL, TGFBR2 19 2% % 5 PTEN L 19
KA AR T A W HCC M8 B 81 A FI™Y . L8 I s 30D
RNA £ 77 18 (¥ 1E T [R) BE (A5 G T B 92 & B [ 19 0/ RNA
1E HCC g /E HIW] 2 A 6], H b A3 230 RNA 14 F AL
T #R A TGFBR2 2 VI A1 ¢ . 4 miR-302b K& miR-20a Ay T I8 7E
HCC R A FEAR TGEF-8 {5 5 X i g 38 78 iy 300 10 4 1T - 42 14
it 938 240 M 9 34 580 5 T miR-106a J& miR-93 f [ A K¢ i 3k JF
T 40 ML 3 B R 28 1 BE 0. [ B, #E HCC A [ TGFBR2
i) MSI fir 53y TGFBR2 K3k F 98 Bt 51 &2 iy HCC 14 54 fig )
PR B G B AF AT DT . SR, A2 HCC M g8 o A
1% B TGF-B {5 5 % I Jg B A7 WU A F 78 -5 351 400 45 o ot 149
AR I AR R AR . R TGE-B 72 g Hp iy 3 A
FH B B AL 6 06 A B, 8 2 39 5008 B . TGFBR2 7 HCC
AU R A A W AR E A T L T A TGFBR2 &35 F
O BE 5 bR M R I S R,
3 TGFBR2 5&ERZLMXER

TE W98 o g 5 iR 4 R o 43 WA 1) TGF-B A2 1 i 98 1
W GE B L B L AR FL R R B R W L (B8 o X TGF-
BR2 15 598 J7 10 R/ FH A B9, AT DL A4~ i #2608 . 18
XFEEBR DC 4l ffd b TGEBR2 K B i) /)y BRUBEAY 1) iF 5% & 3. /)N B
RN IRATPE T 280 (Treg) 19 FoxP3" 335 F 8 H L CD25~
FoxP3™ fif (5 L i 7t . CD257 FoxP3™ Ff fi b fil ' K. ifi
CD25" FoxP3" J54#: T M £ RK REEM B B G
993 T EL 17 M T 40 0 F ok 88 1) % 328 ksl LCD4 ™ . CDS™ 4 Jifg
PTG AL B AN NK 41 pY 3 58 29 B B U700 R BRI
DR TEXT R R 7 A BB IR M TGFBR2 P AY /)y B 2L BF
Jea R, TGF-3 155 My R 3 5% T DC 4 ffg iy 471 Jit 288 & fig
F1.T 40 i 3 58 Bk 7 AR & T INF-o 40 3 B8 750 . 1 AAT]
)T R e e A i 38 40 B 4 B — b i TGFBR2 A1 T4k
F B ALY 4 A A1 8T v R Rl G AR B FR2, B AR R B X R
T AR B 05 AT B R AR A9 CDST T 4 i A I 45 L 3 i DC
S0 6 P9 BT s S i ) R B R M ) 48 I (myeloid-derived
suppressor cells, MDSCs) 1 #& M. [6] 4 55 — B 7 b 9% 20 i 3=
ik TGFBR2 Al 40/ 3R 2 R & 2 1 . fE - TGE-
B A A 4] 390 A AN L A A0 1 b Je 4 e 4k B B % il B AR R AR
M EEAHERES R FRERMIE T 1(STATD 3
REDS A SCHR G A 3R 35 miR-17-19 i CD8' T 41
I T A S AL AR T bR 1 S g g G e g — A AL gl 2 R IR
JRE 40 2% i TGEFBR2 Ay 35 31k . M1 300 ] TGF-8 5 5
i e,
4 ZEERE

g5 LIk . TGFBR2 18y TGF-B {7 5 1% 5 3 5 1 due G 3t
Gy FZ— ALV AN G B AL RS I T R e N A &
TRl 240 Jifs S o T R A BRI VE . AR . TGFBR2 1 5848 Je
KT IS TGE-B {55 % Mg it BLE 7F F B ML I8 A FR IR A
FIWE5E . 5340 TGFBR2 2 & ik 2 598 1 HAh i (5 5 8 Bk L 2
75 AE A 11 2 29 e e LA 40 ok o 38 A PO 2 B S VR L A



FREZ 2016 58 A% 45 5% 23 M

e FFIE . (H I HLE a0 faf, 41 % TGFBR2 ik TR 5
i 9ge 3% B 12 13 28 16 J 1) 3% 5 1) BF 5 45 L L #F 3 FR K TGFBR2
1E R —A-FE B R VR YT RS . Bk, TGEBR2 36 4 98 4y
VLG PR AR A Bt b 988 R 47 36 48 5 T 19 25 K B AT A
FAHTS.

S & ik

(1]

[2]

(3]

(4]

[5]

[6]

[7]

(8]

(9]

[10]

[11]

Shi Y, Massagué J. Mechanisms of TGF-§ signaling from
cell membrane to the nucleus[J]. Cell,2003,113(6) : 685~
700.

Massagué J. TGFB in cancer[]]. Cell,2008,134(2):215-
230.

Guo W,Dong ZM,Guo YL,et al. Association of polymor-
phisms in transforming growth factor-beta receptors with
susceptibility to gastric cardia adenocarcinoma [ ]J]. Mol
Biol Rep,2012,39(4):4301-4309.

Kim YW, Park J, Lee HJ, et al. TGF-beta sensitivity is
determined by N-linked glycosylation of the type [[ TGF-
beta receptor[ J]. Biochem J,2012,445(3) :403-411.

Yu M, Trobridge P, Wang Y, et al. Inactivation of TGF-3
signaling and loss of PTEN cooperate to induce colon
cancer in vivo[ J]. Oncogene,2014,33(12):1538-1547.
Wei W, Hou J, Alder O, et al. Genome-wide microRNA
and messenger RNA profiling in rodent liver development
implicates mir302b and mir20a in repressing transforming
growth factor-beta signaling [J]. Hepatology, 2013, 57
(6):2491-2501.

Bacman D, Merkel S,Croner R,et al. TGF-beta receptor 2
downregulation in tumour-associated stroma worsens
prognosis and high-grade tumours show more tumour-as-
sociated macrophages and lower TGF-betal expression in
colon carcinoma:a retrospective study[ J]. BMC Cancer,
2007,7.156.

Achyut BR,Bader DA,Robles Al,et al. Inflammation-me-
diated genetic and epigenetic alterations drive cancer de-
velopment in the neighboring epithelium upon stromal ab-
rogation of TGF-8 signaling[J]. PLoS Genet,2013,9(2) :
el003251.

Dong Z,Guo W,Guo Y,et al. Concordant promoter meth-
ylation of transforming growth factor-beta receptor types
I and Il occurs early in esophageal squamous cell carci-
noma[J]. Am J Med Sci,2012,343(5) :375-381.

IR EMER] F L A ST R P AR R T Bl
RUZ R IE R R 87 X AR AL SO S TGEF-g, K5 0948
A3 Hr (1], 98,2010, 30(10) :875-880.

Guo W,Dong Z,Guo Y,et al. Concordant repression and
aberrant methylation of transforming growth factor-beta
signaling pathway genes occurs early in gastric cardia ad-
enocarcinomal J ]. Mol Biol Rep, 2012, 39 (10); 9453-
9462,

[12]

[13]

[14]

[15]

[16]

[17]

(18]

(19]

[20]

[21]

[22]

(23]

[24]

3295

Yoon K, Lee S, Han TS, et al. Comprehensive genome-
and transcriptome-wide analyses of mutations associated
with microsatellite instability in Korean gastric cancers
[J]. Genome Res,2013,23(7):1109-1117.

Lee B, Yoon K, Lee S, et al. Homozygous deletions at
3p22,5pl4,6ql5,and 9p21 result in aberrant expression
of tumor suppressor genes in gastric cancer[J]. Genes
Chromosomes Cancer,2015,54(3) :142-155.

Nadauld LD, Garcia S, Natsoulis G,et al. Metastatic tumor e-
volution and organoid modeling implicate TGFBR2 as a
cancer driver in diffuse gastric cancer[ ] ]. Genome Biol,
2014,15(8) :428-429.

Alsinet C, Ranzani M, Adams D]. One patient, two le-
sions, two oncogenic drivers of gastric cancer[]]. Genome
Biol,2014,15(8) :444-446.

Kim SH.Lee SH,Choi YL.et al. Extensive alteration in
the expression profiles of TGFB pathway signaling com-
ponents and TP53 is observed along the gastric dysplasia-
carcinoma sequence [ J ]. Histol Histopathol, 2008, 23
(12):1439-1452.

Munoz NM. Upton M, Rojas A, et al. Transforming growth
factor beta receptor type || inactivation induces the malignant
transformation of intestinal neoplasms initiated by Apc muta-
tion[ J . Cancer Res,2006,66(20):9837-9844.

Yu Y.Kanwar SS,Patel BB.et al. MicroRNA-21 induces
stemness by downregulating transforming growth factor
beta receptor 2 (TGFBR2) in colon cancer cells[ ] ]. Car-
cinogenesis,2012,33(1) :68-76.

Zhang W, Zhang T, Jin R, et al. MicroRNA-301a pro-
motes migration and invasion by targeting TGFBR2 in
human colorectal cancer [J]. ] Exp Clin Cancer Res,
2014,33(1):113-115.

Pino MS. Kikuchi H,Zeng M, et al. Epithelial to mesen-
chymal transition is impaired in colon cancer cells with
microsatellite instability[ J]. Gastroenterology, 2010, 138
(4):1406-1417.

de Miranda NF,van Dinther M,van den Akker BE,et al.
Transforming growth factor beta signaling in colorectal
cancer cells with microsatellite instability despite biallelic
mutations in TGFBR2 [ J]. Gastroenterology, 2015, 148
(7):1427-1437.

Biankin AV, Waddell N, Kassahn KS, et al. Pancreatic
cancer genomes reveal aberrations in axon guidance path-
way genes| ] ]. Nature,2012,491(7424) :399-405.

Song K, Wu J,Jiang C. Dysregulation of signaling path-
ways and putative biomarkers in liver cancer stem cells
(Review)[J]. Oncol Rep,2013,29(1):3-12.

Jung CJ,Iyengar S,Blahnik KR,et al. Human ESC self-re-
newal promoting microRNAs induce epithelial-mesenchymal

transition in hepatocytes by controlling ('R 5445 3299 7))



FTRES 2016 458 A% 45 K% 23 19

NS IREBEBEEE A 2011 4F AW Al 28 452 It 2 5n R B IR

H il

S & ik

3299

ZHHF9E,2002(7) 1 5-7.

Ak 49 725 58 () BEBE A IR BN RE N B AR SR A T Y (2] KRToEEPRTZE. &R RE EIT I L JRAF AN 322 0
RO SR ] B PR, 2014(1) - 37-39.
L% 10 4R LA F Bl B A= X 5 e 19 5 B ey o i 2 ey T I (] [3] BN 2RI UK. HE 3 2 3 2 B 2 2E B RGE BE B £ o
T R I g ARl H 0 35 7 4 S AR A L T A R AR T ol iy x5 o o) ], P E BE B, 2013,17(8) £ 24-25.
VEAESS T B AR K 2 255 . GBI A % G 0] 357 L4 BRI RIH JH . IRE B B 0 DX B B A 7 B A
B T A T T P AR AR ] A X 5 X T RE s (1) T R OF LT R BE B 2011, 15(3) :68-70.
P& e 78 B2 7 04 397 T 45 5 T 0o o TR AR & (BT 5 (2) 2 RURVE = (6] JEE .05, A # b, B2 45 A0 TAEW B &) ] &
Bl A HE FLSAT £ [ o ARRAR B A i A BANERE T TAE SR . 2002,19(2) :108-110.
98 ME LAl AL ER 0 T 2 K OF L A T B TR [6] BREAME. LR, DE PR B s 5z 17 . b B RCE IR e R R4
XS R ve s A R BE B R AT AR R (LD BT LMD ALt Ak 2 Bh 24 SCHR R . 2013,
Br . % R SR ST R R Bt s 22 SR A A T I & L7] WE:AE, MM, B A LA RE =P EREA T
A BN G S S EA LSRN AR AR SER L REA EW R A LT 7l 5 R % 8 15,2014, 13 (14) 1 125-
FRIIG— AR E AR 2R, () WEARBES O S KB 126.
Yo 5 = WG 7 B e B 1 i 3 2 0% ) o T O 2 T A [8] MmN, FRE X LR REERFANRL]
JE R e 3G R IR A ek 2 nd PO B A S (3) BB ] 0 A Sl 5 1. 2013, 30(5) - 347-349.
R E AT 0 e 4 AR SIS R A . () A B E
FRI A 4 7 BOR 927 28 I T 4R m B A AR R CHCH H 9 :2016-04-08 &[] H - 2016-07-11)
(1] BRI 2R, & REER KRR T4
(3% 3295 H) [30] Tu E,Chia PZ,Chen W. TGFbeta in T cell biology and
the PTEN and TGFB tumor suppressor signaling path- tumor immunity: angel or devil? [J]. Cytokine Growth
ways[ ] ]. Mol Cancer Res,2012,10(7):979-991. Factor Rev,2014,25(4) :423-435.
(257 BERBUIT, E8. Wi B . 4. miRNA-106a 15 75 1 i) 23k [31] Novitskiy SV, Pickup MW, Chytil A, et al. Deletion of
R HAE L] Be vt BE #2475 ,2014,43(2) :139-142. TGF-B signaling in myeloid cells enhances their anti-tu-
[26] Xu D,He XX,Chang Y,et al. Downregulation of MiR-93 morigenic properties[ J].J Leukoc Biol,2012,92(3):641-
expression reduces cell proliferation and clonogenicity of 651.
HepG2 cells[J]. Hepatogastroenterology,2013,59(120) : [32] Van Der Jeught K, Joe PT, Bialkowski L, et al. Intratu-
2367-2373. moral administration of mRNA encoding a fusokine con-
[27] Casper M, Weber SN, Kloor M, et al. Hepatocellular car- sisting of IFN-8 and the ectodomain of the TGF-8 recep-
cinoma as extracolonic manifestation of Lynch syndrome tor ]I potentiates antitumor immunity[ ] ]. Oncotarget,
indicates SEC63 as potential target gene in hepatocarcino- 2014,5(20) :10100-10113.
genesis[ ] |. Scand ] Gastroenterol,2013,48(3) :344-351. [33] Penafuerte C, Bautista-Lopez N, Bouchentouf M, et al.
[28] Mamiya T, Yamazaki K, Masugi Y,et al. Reduced trans- Novel TGF-beta antagonist inhibits tumor growth and
forming growth factor-beta receptor [ expression in hep- angiogenesis by inducing I1L-2 receptor-driven STAT1 ac-
atocellular carcinoma correlates with intrahepatic metas- tivation[ J ]. ] Immunol,2011,186(12):6933-6944.
tasis[ J]. Lab Invest,2010,90(9):1339-1345. [347] Kosaka A, Ohkuri T,Ikeura M, et al. Transgene-derived

[29] Ramalingam R, Larmonier CB, Thurston RD, et al. Den-
dritic cell-specific disruption of TGF-8 receptor || leads
to altered regulatory T cell phenotype and spontaneous
multiorgan autoimmunity[ J ]. J Immunol, 2012, 189 (8):
3878-3893.

overexpression of miR-17-92 in CD8" T-cells confers en-
hanced cytotoxic activity[ ] ]. Biochem Biophys Res Com-
mun,2015,458(3) :549-554.

fscfa H 1 :2016-04-10 &8 H #:2016-06-05)

AT MR L K R A5 30 . % L3S - 023-61965157,

SR R AT AR Y S A |

[ A A A A A A A e N A A A A

2016 FE AT/ IAN

REALEG ) B A T —H 4 3 0 L 430 A 1442 52 440 AT R IS A BEAR i S BB BBl R ol http:// cqyxzz. com/ i

F H ZV0RE # A 31 100 0 38 3 R Jay B 3 A 5910 28 A 1) 5 0 2 4 o oA W 80 o 9t o R RS T AL




