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Abstract

Protease-activated receptors (PARs), belonging to
a family of G-protein-coupled seven-transmem-
brane-domain receptors, are widely distributed
in digestive organs. PARs are highly expressed
in digestive system tumors, and their expres-
sion is positively correlated with the malignancy,
invasiveness and metastasis of digestive system
neoplasm. PAR agonists are able to promote the
proliferation, invasion and metastasis of tumor
cells in vitro. The role of PARs in tumor cells de-
pends on a variety of signal transduction path-
ways. However, the mechanism underlying their
role in the proliferation, invasion and metastasis
of tumor cells remains unclear. In this article, we
will review their role in the development and
progression of digestive system tumors and the
molecular mechanism underlying such role.

Key Words: Protease-activated receptor; Tumor;
Digestive system

Li X, Xie LQ. Advances in the relationship between
protease-activated receptors and digestive system tumors.
Shijie Huaren Xiaohua Zazhi 2009; 17(21): 2179-2183

www.wjgnet.com

fi 2

%% G Bk & % R (protease-activated receptor,
PARs)R#% A2 — £ 5GE GG, AT %
PEEAL ) TR T AR, |20 THARGIES
B R, PARsEIEIL AN G £ 2 EW, %4
IAEPARSIEN B2 &k ik, H Ak 5 A
9 0 TV AR JE B AT J B AS B ) SEAR K. fRoh
BER AR, AR PARsH % 3h 7] T TR I 20 .,
iR LG A2 E AR 1. PARSHIT B
wWpLIG I . 12 2R A WIRERBT $AE 5
iR, A AAUE & R, IRt E—

XE2E: E BB E 2 Mo B RS

TH, I8E PARSSEICARINBRAROVATHRE. BFREA
LAY 2009; 17(21): 2179-2183
http://www.wjgnet.com/1009-3079/17/2179.asp

055

B A BT %2 R (protease activated receptors,
PARSs)JE T 5GHE MM G745 AL 1)
ARG, |2 A T /A AT RS . PARs
TEH W RGP RAE Z R A B2 AR, REAS (i 10F
BRI W s WY B s .
BRI, PARSIE 54 R M i3 E . 2k
Ko BB RATEVICR, ST PARSK I 15
Ml £ F R 3437 WL R 5 A Bk Bk 22, 9
13 7Bk g, ASCHCYHTPARSTEH AL RGN
Jei H AR T A AL BT T 1 R Sk an R

1 PARSZHAAKIRLGS . BUSRHRRDH

PARsE T 5 GHEFIAHMHREE. A 748 B AL 1)
ARG B I IR B IS S AR R A
PAR-1, Ji k) JPAR-2. PAR-3. PAR-4. PARs
TG A SEIA TAN B 7K IR D8 e DA B X35, T ke
3N AN IRAR G5 M FI3 A BB N FROIR E5 44, 1B 14
Ji A C-3i AT AR N-37. PAR-1. PAR-2HIPAR-3
1) 35 DRSS 85 e A T A AR I A — A i, T
5q13, PARAFER AR EESE, £ F19p12M. A2
IPARI A Hifihd254 2 BE IR R AL (1) R 1, PAR2

| B )

PARsZ 5 1K & %
VR AE S AR
AR, e ATt
B4 ot A
B Fiin, A
¥R . Hik
K I, PARsE 5
H AL FOE I 6 3
. Ak, #4
AAEMXF, £
FPARs I I 49
o AE R R HE
F AL 69 B R A
MEM S, FFPAF
T Ayt

W@ 7% A
FTEAMKFGH—
W& [ 2 3% A A



2180

ISSN 1009-3079 CN 14-1260/R

HFRENBURTE

2009E78288H 25175 5215

WAL A 0
PARS 2 I 55 64 3
m. K. #B
ke & AR,
B FPARsAHR % 84
M 98 & 97 75 % sl
F R H 6y B
P

HIPARIAT30%(1) 2 HE /2 [ 7, PAR3FIPARI
PAR2H28% 1)/ 7 41 [A1J5 7, PARAFIILAPARSH
33%I [RIJE I, 32 SR IR 2 S AR Bk i A W ik
(A I

IR 2 1 il R SIS B 1 o A R L) B
PO 2 PR IR R AR Bah 7P o 2R (1 vl LA
7HPAR-2. PAR-3 XPAR-4, Tfi2 B (i H g
PIEPAR-2. Jo ok Xt A L I it 5% of PR 1
Vla/ZE R PR A Y BBl K1 X a 2% th o] 0%
PARs. H BRI A FH 7T DABGSPAR-1. PAR-3
MIPAR-4, ANZSPAR-1FIPAR-3%HK /EnmollA
PR I R A SN, T PAR-4 ) T B A
(158 L8 A BB A . T I 0 R IR, A7 T
X 358,25 B 1) 3805 ik (agonist peptide, AP) i) B 22
WO PARS, X485 Ik & T-PARs DI BE I 9T
CLEn4Rt N RPARSIIAIIL #1140 F: PARLA
NH2-SFLLRN, PAR2 4NH2-SLIGKV, PAR3 4
NH2-TFRGAP, PAR4 JNH2-GYPGQV™. & T %
S5, PAR-1"HIPAR-2P [\ H5 b C 4 5 ik,
It HAE I T Iehgg FH 2 RE IR BIEFE .

PARs] 2 A T# B AR M RS, WG )a
S 2 R A B EAE . AR LT T 4l i
HHE AN IR AUPAR IO AT AE R IA, HAERET)
RedE® T2, ALRRIA Ak S N L A 3 40 i >
ZLE BT R SORE A 5T Bl A L R 1 i 4 )
HARE R N AT R W A T
JUL T I 5K 250 S PA R g% ) 0 5
BENRREC. ANID, Woh R HBAEC. 12250 2R
O E 11 IO R TS 2 R B O, R T v
TV B T IR B, RIS MR 2 i, I
{240 A= K

2 PARsSE{L AR

SRR 2 (IFFE R W, PARS IR (1 34 5E e A%
HABY)KR. AEARZ WR h #ATPARs K IX,
Hoa g TR A, 2= &0 B G
FIPARR W] fe I8 ik R (15 5l B A 1 T e
PIETE A RS ARAEAN [ IR ZHZR 40 M b, PARTY
FRIEFEETEAHE, PAR VAT R 4 i sisi . &
K. BT —F, BMEE— MR P PARS
FRIIAAN 3 2 T AR A AR K 22 031,

2.1 PARSZE K AL 2 I 75 o 0 Rk B AR R

2.1.1 £ 4J%: Darmoul ef a/lfF 57 &K 3, PAR-1 H
1045 e 4 M b A A7 R0k, 78 1IE 7 45 1 4127
HR RIS R, SR vt AR A 1 BEEG A2 A1

Bl (protease activated receptors-1-activated-

peptide, PAR-1-AP-1)4b B ARHR 1 ¥ 25 I i 41 i,
Sl N i IR P S IR 2 Ay SN S Ah,
kI B FTPAR-1-AP- 1305 45 795 40 i Y PAR-1,
A AR ZERT AL e ) I B IG5, PAR-2HB7E 4
[ A1 23 S 2 i |z 3Rk, Rk 1070 & i s 4
Jil R BEATPAR-2 mRNAZKFFNER K- 3E47 1
FUJ5 KRB, HT-29, CI19A, Caco-2, SW480, HCT-8
RIT84%567h &5 i 40 U PAR -2 3 /K V-4 v, 1T
78 HLAth 45 g A M B P PAR-2AAT AR K- 1)
mRNAKIE. L5708 RIPAR-28 1 H
FIRAEAN AT, 24 1-100 nmol/LiK & [ R
FIEEEE10-100 pwmol/LiR 5 1) A (1 B0 52 142
W ah(protease activated receptors-2-activated-
peptide, PAR-2-AP-2) I FAHT-294 ffa i, 4 s Py
U R T N, N R IR SR B AT 42
Gy, A A N3 AT
2.1.2 B PAR-1/E B T A L&, HXH
2 M TE 1 AL 2L A PAR-1 6 BEATE 5 38 A WL 4%
8. PAR-27E KB4 1 Pt v 40 i 2 08 52 BH 2,
HIHRIE S B bk A0 KR A0
JH B % DA G, (H A R M2 PAR-2R A [
P R LTS 2 LU PAR-2 3654 91 M 1 F8 55 T
Jei 2=,

Caruso et altlF5¢ I, PAR-2340% o vl LULIE
Bk g 40 R K B A, T PAR-1FIPAR-21
RNt 75 9o 40 M 1) ) I L R B I . PAR- 1S
Je AIRAE RS oSBT 5 1) s 40 R MKIN-1 7]
B E R I BE MY, MPAR-2EGE o M ]
P 40 e 1) AT 4E R A B CL RN, X ARG B AE
# AT LU S el il 41 1 57 R 55 %5 35 (herbimycin)
FITBEIT. L, PAR-241 5 ¥ 40 M 6 BB R 5 0
1 ETA
2.1.3 JEA R : Rudroff ef a/ll i S PAR- 1L e 5%
AP A TAS I v AT S, B e 40 B Hp [ PAR-1
mRN A 1)KV 5+ E 5 AL mRNAK T,
FLAEASTR] 3 A0 B 1) 19 i 48 2 1], PAR-1
mRNA R IEK T ZE R A 25152 21, &
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