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I 9T & BT 5 Amot %5 44 A5 L1 A E Fh B 25 H Angiomotin F & 1
(AmotLL1 Bl JEAP)™ F1 Angiomotin ¥t & 1 2 (AmotL.2 H MASCOT)M, 5
Angiomotin F[AIH4 B Amot ZE1% . Amot ZEYIA AT AL B BY 4 AT, T B[R]
R AR, BEHIE Amot, AmotlLl,AmotlL2 #8A A [RIIIHER —K—E ™
FEHY . Amot ZE 5 T A 18R 1 B AR & A — MRS 1 4 Hh IR E 25 #4) A1 C- 1Y)
PIZ 4645 0. K AT — 58 48 BRI g B LT R
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PR PG %) A P i 2 A P A i 2k (B A QE R 2 ALY I A O R A B X
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i 28 Amot B0 IEER B A T X BRZE™ . XUERH Amot B2 52 i 41 fifg
IR E

Aase FFE R R Amot FBE D fa, B 40 M0 T 3 Bh kel s 3= ik
1) 25 A 3 R 52 B 52 el {H A0 TGk B2 1) 328 4T 10048 3 B8 AR B0 T e 1Y 7 I 4
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2.2 Amot X BRI 5L B E 1 5 il

Levchenko ZEIEH] : Amot ] LUK E B AR S5 1) 5 78 18 N B 40 i v 3k
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FEA AR () Amot B Y 40 M T 5 F5 , DOHE i g o] BT B 2F 4 40 1 2, o b g
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ST E 52, m 45 Amot B9 BE £ 3% B I 4 9 B2 40 i A= K R 32 4K 2
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A B [A], 3 5 0k BT AR MR AR E B A0 2R 1 B OIS A2 1R-6 (proteinase-
activated receptor-6,Par-6) .4 H i C(PKC) fll Patj ANMUZ 5 E-FMulA% 14
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