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K 2y 60% 1) Fili B 988 £ 83 J& 7K B (peritumoral
brain edema, PTBE)" . figi 7K it 73 A7 40 Jfa 25 4 7K
A8 P AR i, 32 28 DRI TR T 2 75 77 78 1l v 5t P
(blood brain barrier, BBB) B YR o Hiki 5583 7K i [X 5
B’Jiﬁﬁ%ﬁ SR 5 S I AR A AR L™ i R

2 ok e PO R PO I P 2 S AR A o 5
Hu T F R - ik ST o [N PTBE 1R Jl2
AT A BBB IR - v 5T 2 RE BOE SO 1) BLfily -
PTBE 11 % A= L 52 A% , 8 SCHILIR 83 PTBE 7 A= 4L
HlVE—Z5k
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1.1 Ki# & & & 4(aquaporind, AQP4) AQP 7E /K43
125 J 2 R AR ST v R 25 S a4 P
AQP4 = EAE I A FHIT A T A 2 Th 363k, 1 A
TE AN BELIRE 2 A 9 A5 K v s P SR 8 ) i .
Je AQP4 Rk B B i 1 HL Rk K5 7K A
ML 48 P 2 A K F (vascular endothelial growth fac-
tor, VEGF) FEiE /KB B YIA 20 Gawlitza ZE7M % B
I fI5988 PTBE 5 AQP4 61545 3¢, T 5 e v 9 A&
FLUKi-67 B IBTC K . TEANML R /K BB A /N B
PR A QP4 o PR YA i P K 5 177 7 M A8 VR 7K oA 46
ANER, R AQPA 3 PR i EE A K A

1.2 VEGF VEGFIEEII”";V\]KQHEIH@%% RS H
AR T, 5 A2 AR S 235 A (0 I TN B 4 R
S b A LA S A R, (R AR R Y S R
A 1M o Ding 5% BN B JE VEGF mRNA 14 H
FEIR P, T R H A H A R A 3R GK I mRNA,
It HLbt 55 g i B, 2B R K R, 3
$E7R VEGF H i 5988 21 23 7= Az 38 1 1 A8 1) 988 — ki 5
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TR Ak ST 50, SRJEAC LA PN B 4 B A 1 o 43
BVE N2 e B A B A0 LS BBB AR TS 3%, 33
K Bi%i% , 51 PTBE .

1.3 X i 4 & & & 5 9 (matrix metalloproteinase 9,
MMP9)  HEME R AR A MRS RN 45 AL , 520 i
B, WK BBB, A2 b5 5 B8 RS 5 38 v] B
JVEGE, 25 18 1A M Twado 558" I R Fiki
JESEE MMP9 14 2635 5 VEGF (18 2634 FIER B M 8 AL 17
SEIEAHDC, JF38 A 175 5 Wk IO RSB DA AR A i g 1 AL 7y
TE ARt PTBE 1 & 4

1.4 #& 2 % F B F - 1 (hypoxia— inducible factor 1,
HIF-1) 7EBREIREE T, il LIS TR M %, 25
i 148 2 o AR A AT 5 3 AT T e 2 AR
R 5 AR A2 AR, W9 & B R HIF-1
5 PTBE f£7E .3 AH G, BAEIRAT 175 % VEGF 24E
B, 33X AT g KRB SR VEGE I 2 5 T/ MAFHR
ik 98 1 D A

1.5 KHEAMXRAT

1.5.1 & @@ aA%—-6(interleukin—6, 1L-6) 7E BBB {4
AMEHI R TL-6 A AR L AE P B2 LB, 175 5 P B2 4
T 25 24 FB i3 PR i e 2% | 5% 1 BBB 1Y) 58 38 1
AN, IL-6 38 RE I VEGF FI MMPO [ 261k , 175 S
[ % A= PTBEM™, IR, IL~6 AU S 5 1 45 3 i
B0 BT S BBB M) RE R AT, i [ H2 I8 15 S Al K b AR
AT

1.5.2 dn s 4 & L B F (platelet activatingfactors,
PATF) PAF B85S 4 1 40 A Ay e £ R it 785 3 325 1 1)
BN, PAF F540 750 7 sk 20 i ke i, A0 61 49 15 Bk 9 7K B
FIE B, 98070 BBB i i P34 ", Hirashima 6"&
IR PAF I 20 0 2 [R50 i 349 o7 T g ) Jo 4 241
PTBE 5 PAF W& 522 W35 IEAH G, 5 VA iR R
A K, PTBE [ & 2B WT e 5 11 4 i1 Fir B0 PAF i
N BBB A ., SR, Denizot 251 % 30 figi B5 93 9 A
PAF 23K 7K 5 g /K i 4390 IRBEAF 4 TE 56 I
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SN PAF H JMIE8 240 A i a] BEPE e TR I Y S AE 2
JL.

1.6 £ BBz bR R LR iR 2L SV 7 M
ZE ZAK (estrogen receptors, ER) . ¥ ZE 24K (proges-
terone receptor, PR) M i 2 3 /& (androgen recep-
tor, AR) , IR A= 1 LS AT EEAEHT . PSS
KB EIE PR 5 PTBE A5, AR 5 Z oK PR ER
B S5 2t g, e 90 M 3 L 45 ) B S vl R
A o XAl 7 A8 [T It 3R 0 a2 A e RO A il A A
Ji, &Y, INEE PTBE .

2 MRS PTBE )X &

290k S XoF et A 4L L 1 5 T A B A 9 — i B T
I IEE 7 A B BOK Il B 28 e 38 325 PR A 1004808 A e
Vi) J3T , 2 Ak AR Ak X B 11 32 20 e PR g 32 e 2 4, il
RATF R BOK My o e E AR JE & I 2L 2
JILK R, Lee S5 HIE S5 43R R 1M 4% (41 78 PTBE 1Y
KRB EA FEEAEF . Yoshioka 25 A& B ik
R LK i A I 55 VEGF 19 3R B I IE FE 1T A i
JREEH TCX FORR G o 3K B2 VEGF (U AE A7 LE BRI
AR A B T K IR 8, 28 B A R R R g 2 A
R TE PTBE &L v HAT U RIVEH]

3 MEB &5|REkE PTBEHX R

A8 38 BRISHE M, 7 1 R L 2 A it e ik
Tl i S 55 95 A, PTBE #8815 o Tanaka 252 21 i
JEL I E KRG LB RAEHE KPR AL TA
R A, i H, IR B R F R AR 5 I K
R ey 7 A= VEGE , i BEAN 235 % PTBE, KA 1fi
38 2o i g A B[R], 2 B0 VEGE 1Y AH X R 3
o K HE S R DK T S A I AE 3 O P B 5 R
PTBE )= A JR A . {H Bitzer 252 B35 S 1 i A
i s A 52 5% 9 A8 VAT J s HY B R 9 PTBE &
3% o Yin A5 PR K R R 5 55 I BRI 4 R R
W 3 A, 5 SRR R R 2 A K R 5 S i
RN SR AW TE o -3
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