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Sodium Valproate Enhances Semaphorin 3A-mediated Anti—-angiogenesis and Tumor
Growth Inhibition in Human Osteosarcoma Cells
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ANE AV S DN SN S I VS S
ERFRLE AR I E]
BIHELY: (s & 3% )
K 4 &8 #EE

YR/HM : B~7 41U 3277 A (Class 3 semaphorins) (21X, E~7% U 30 (SEMA3A) %
Eie, WO MEFAREFER 72 MO TR Y, NEMEOBE) & HECBEE L Tk, %<
DAL TRIE STV D, SEMA3A 1 VEGF & i35 2 L1 X 0 IS O A #4235
D, ESERRMER EEZHT 5 ENMHILTE Y, SEMA3A 38 L O O FRORBA T &°
VAT 4y Z IR SNVTW D RIREMD B D, ZOWRBEE RS 272012, B X MR BT
JALEESE (HDAC) BHEAIZMEA LC, ‘B RE (0S) AL C SEMASA OFSEIZ M58 L, A4 %2
il U i 2 E T2 2 &2 B E Lz,

ML 5 08 MifasRis KOs MEUMLAE N (HWE) Mk, v mfig (VPA) BLONhY
T RAHZF A (TSA) 72 & HDAC FHEAI TR L7z, SEMA3A D3EBLIS X O U B3 545K
D mRNA 8 XL ONVZ LR 7B L~Ub $8 X ONEE A 5T AL~ DIl 3 A& T~ 7=,

L HDAC FHEAICTa 5 VPA 38 KON TSA 13, 0S #lli © SEMA3A 38 X N OB (KT 5 NRP1
DOFRBA BN S 723, PLXNAL 13353 UZe o 7=, [AERIC, HMVE #MAEC SEMA3A 35 X OVNRPT D%
IS L7245, HMVE M B RO B EANHNIIERD 2o 12, S 51T, WAL > TiHE SR 08
MRS U > SEMA3A 1%, HMVE M@ o> i A& & ERZ A A il L. SEMA3A OOIEFIZEELIZ 0S R DAL
Rl 2 8858 U7, SEMA3A (T X % Z OpRMfilzh AL, 0S Ml T G1/S Ml i oofs 1k 2355 L
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fE3 - HDAC PHEAITEH S VPA & TSA 23, B A ho D7 EFAbES LT SEMA3A 38 L OMF D4
{RNRP1 & 7213 PLXNAL ORI ZHM S5 Z EVRIB S LTz, S 512, 0S MflaksiN e VPA ALt
(2K % SEMA3A I, HMVE flf@IZ351T % VPA MLBRHUM 1 0 & R 2 i3~ 5 FTREMEAV R S 4
77

SEMA3A cDNA FHIRY Z—% T A7 =7 | L7z SEMASA i8I BLIL, 0S HiE o> Hisi 458 < BHE
L72Z &, SEMASA OFFE I 0S M GL/S MRS (112 L 2885 2 b 7= 532 &
TRENTZ, HDAC FHZEANZ. SEMA3A/ NRP1 / PLXNAL A— k27 T4 L2 TR NT 7 T4 4R
THUE BT AR L OWUEEAG 2 A3 2 ATaetEn & %,






