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8 e | Periostin & /X7 & % BEME RANEM ALK Mewo, G361, G361, VMRC-MELG) |ZALER-
5 & Periostin II# 5 &I L CRIE OBEFEIEHEIER 27~ L7z, Periostin iZ L2 26D
FMARKE D BESEAEHEIZ 1T integrin/pd4/42 MAPK RIS N BB /2R EN A2 Bz L TV D Z E BN E Tz,
EMREAEOHIEICIIT D periostin @ in vivo TOREREZ A S NI A 728, Periostin K
HE~T AL RAG2 RIE~ T AZHIT &S Z & T, Periostin * RAG2 dKO =7 2 & {EH L 7=,
Periostin « RAG2 dKO = 7 2 & RAG2 KO ~ 7 A DX TIT Mewo AL R L. JEIE 5 &
Z AT RAG2 KO < 7 2 & i LT Periostin « RAG2 dKO ~ ™7 & CIINEIE 0O MY Fill o B )3
KTFLTWEZ EMND, Periostin IZ in vivo THIEEOHIIEEIER 2732 & BN LI
ot GRXCERYT), LEDOFRER., in vitro KON in vivo OfEHTIZ L Y Periostin 23 EME
EIEICBW T, MRBEEEEER 2 A+ 5 2 & & BB AEORISIER) L 72 0 15550 5 )
278 o7,

MR OB (3E30) -

Malignant melanoma is one of the most aggressive cancers, since this tumor metastasize
to various organs and resistant to chemotherapy. By using quantitative proteomic approach,
we have been identified that Peroostin, one of the extracellular matrix proteins, was
highly expressed in the melanoma tissue compared with normal skin tissue. This study was
aimed to reveal the association between Periostin and malignhant melanoma.

Recombinant Periostin protein treatment significantly accelerated the proliferation
of melanoma cell lines (Mewo, G361 and VMRC-MELG). This growth promoting effect induced
by Periostin treatment was dependent on the integrin/p44/42 MAPK signaling pathway in
vitro. To reveal the role of Periostin to the growth of the malignant melanoma,
Periostin/RAG2 double knockout mice were developed by mating Periostin deficient mice
and RAG2 deficient mice. In Periostin knockout mice and Periostin/RAG2 double knockout
mice, Mewo cells were subcutaneously implanted and tumor proliferation was analyzed.
Compared with Periostin knockout mice, the tumor proliferation of Mewo was significantly
delayed in Periostin/RAG2 double knockout mice, demonstrating that Periostin also induce
proliferation of melanoma cells in vivo. These results suggest that Periostin induces
proliferation of tumor cells in vitro and in vivo and Periostin would be a promising
therapeutic target of malignant melanoma.
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o> T, MRS 2 IR EEER) 5 1 % [A)
ETDHZ LT, EERGEOFRIBEREDOR
FANZ D72 BIBD TE,

ZHVE CICHGER X BT O @ K E 72 E &
W7 a7 47 AF1EGTRAQ 1) L E &0
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Mewo, G361, VMRC-MELG i  ifn i% SILAKAL
B4 BT o 72D 5, 96-well plates |Z
2,000 cells/well THE &, kkx RIREDRIS
FHAHLZ B b Periostin Z¥II L 7=, Cell
Counting Reagent SF (F W TFA T RA7V) %
Mz 52 & TR EE, Microplate reader
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HE LT,
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HII A £ & - — B I EA] (LY294002
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MEK inhibitor) C2 B4 v F =2X— h L.
A% 100 ng/ml @ recombinant Periostin
THIE L., ERoFiECHRIBEET v &1 %
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