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BIRIE(E IS S MESEDOEBR L

LT AF IMED L2 h & (vessel elasticity)
EROLTHEWLEETHS. LiL, ke
EDICEIRIEILVERT A LMERENDT T AT
YERREAT AT, MEBEHEIINT HIEEE
I A RERI D & 7% & TR & b EHEAL
SN, EEHR L L THANE R KEMREHE,
HAaEsE - oMb, MRS ) v s ADRER
BB L% (1), LaTH» SR bite
BIRDAMRIZ ) VoSBRE 4R E L - RAEHIRE AT

* Role of adventitia on vascular structure and remodeling.
** Toshihiro TSURUDA, M.D., Ph.D.: Bl KF[EEILARIEE —E R (2889-1692 EIH B = IGEERAT KFEA
J&5200] ; First Department of Internal Medicine, University of Miyazaki, Miyazaki 889-1692, JAPAN

ok AN KERBEREFHEEREEH

*x4* Kinta HATAKEYAMA, M.D., Ph.D. & Yujiro ASADA, M.D., Ph.D.: EIF K ZEFHREFHEEHERERE

ROE




59(Suppl. 3] : 40

TEIREFF 5559% FERlHETI5

Vi),

000800 0pY

oQ

1 EAREE{EMED 3 EiEE
mEX 3BEENIOZY, —FIMUHELGSH 5. BIRECHELEDOIIEICIZ) LB LD ET D RIEN
MECHENAT M) v 2 ADREEERBDD LI IE D,

BN L T\ B & & ASERE S AL Je & B
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actin, desmin, smooth muscle myosin heavy
chainD#AEHHIZ X Y 5 FEFHDphenotypellsy
Hanhb, EKEEER R transforming growth
factor (TGF)-B%#1Z LOZEH DA b4 2K
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R D#EEREDOTLHE, MBS~ 1) v 7 A5
DOELAREDHETR L &, ZHREREFROLN
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N RRAESF AL ONAD (P) HER{EBER 2 R & <
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