B 3. GLUT-1 Dbl o

a : ALBMENE D PIEAIILI: GLUT-1 B TH 5 (5 1),
b 1 SERVEMENE DML GLUT-1 M TH 5 (5 1),

RHNCIIRERORENEHCERINS. AR
MEEIZEEBEFETHHBTWRENEL, Mo
MEFEBRMEFHLENT LI LIBEETDH 5.
EBHTEHEEORELRA v ME, BRI HHEH
P oHBT ABHE T TROBICBWTY,
FNVI—ADING VAR=F —O—FTH 5
GLUT-1 OfRERET, NEMRISEEZRTC
LT 5 (H3-a)? homEELnESFE TR
AR GLUT-1 B 3-b) ThAHZ & X
D, REMZENFELLTHYWLNRS.

SRENEEILRODERE L ZELVETHEH»L
FHRETLIMEETHS. FORITHFEIHET S
& 9 %, Rapidly-Involuting Congenital He-
mangioma (RICH) & Non-Involuting Congenital
Hemangioma (NICH) iZ4 7 5#%. RICH 3
NICH b BHIC X 2BV izH 5 b DD, Mk
WZIZIFIEFEROBERL, IR L 7-EIRERE O
FE B R AR < B R R R oS HE il U C/NEERE R &
5. 2L HERETIRERLOoDOH AR
EELRBAOPENIEBEL, ZDX) %
AR mMERES GLUT-1 B TH % o icht
L (K 3-a), RICH % NICH X GLUT-1 & TdH
5(E3-b)ycryEHINS.

Tufted angioma % kaposiform hemangioendo-
thelioma (KHE) b LR OMEWRE & EH %2 25
5Z &M% 5. Tufted angioma TId3EBH 7z HE5E
RTEMMENES X OB EMENIAONS.

KHE THEMMEANE S L CREMRAZRL
BIER R LTV 508, BIENN OEISHER %
RTEGVH B, BEETHBEL R, tufted
angioma TiXHE 3 A EEMEIKROME 2
BT A2D12x L, KHE T3 B BER A
B ETEE 2 A 5. Tufted angioma TiZ, fas &
JRREOBICIE L) Y NERALNS Z LH %
W U VSRR D < — % — T % podoplanin
DEBR L RBRE THRETT 5 L, tufted angioma
DIEEMLIIEET, WRLAZY VB OARTE
HERT. Sk L, KHE T3l % 55E%
FE MR RE O 3B A5 ER T podoplanin FEEAT R2S58.8
bha. 72721, Tufted angioma & H KHE &
ENVEEEADRESNTBY, WHEA—
N—=F v T BREBOTEME D 5.

3. mESEFH

MEFFIL, BECEEL X LEENE
Bk, T##IR], TBMOE] [V Y ElowEnT
HBEMPITLD, BIREF (arterial malformation ;
AM), VM, CM, LM X5 Eh 5. BROKS
PRETHWMEDDHY, TOHEIFET LS
RFIT 5. k23, EMLEHIRESE (capil
lary-venous malformation ; CVM) % V) ¥ /84585
Bk % % (lymphatic-venous malformation ; LVM)
Rt h BRFBEEEEMCHEETL L
37 <, IR & BIRO H MR 2 A & AR 2
b b, EE#IRAIE (arterio-venous malformation ;
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4. BIREH O HE Zetafk
WRL-MEZSHRD B (GE).

AVM) DIERER BT 5. TD XD 2 BEROBSD
BAET5WRER, BREMIMEF (complex com-
bined vasculat malformation) & 5.
CBRLBVIEFHIE VM ThH D, LT, IR
MERE L TRFENTWIRETH S, VM TIEHEA
R I WO RBER L ME RS HA LN D
(H4). COREFERDOL) THBHI LI
RIRIMENE & vz STz, L LEMBZIE
EEETIERL, HLETHMEOHTETH 5.
ZOBEIZEVEERER RSB FEL,
PERRHE P B IE AR B BB EBTH S EVG
et %> Smooth muscle actin IZXH3 5 e %
AT LT OMESHL BB CBHTE 5.
72l BEO—HTHEH L RETALILHHE W,
BT WS, JEERIE O H I AR DT S 1,
RIKAEERME) S LB LV BRFTRTALNDF
CIREDOARRE, AKX Lz Z7oL7zMeTH 5.
CM 13 VM & BB L TR L 72 o BRI
BYOHFHY, HEISEWESD). VM OBEIEAR
CECIER L 72 O ERIC I AT LR E T
H5A, CM OBAIT BRI < BB ICIE L2

CMEPEETERETHL. BHILEoTIEICM

DS EEIC BT S, BIRES & &5
BT LD B 54 EVGREIC L) ke
MR AL CHAITE 3. BIREECILLE
TR R AR 5B OIS L, CM I
EE0 LS BB 5 s,

B 5. EAMEWHO HE Rk
NS HFIROMLE % S HERD B (100 ).

LM2SCM, VM IZBETAZ L HSE. 2D
Ba, WERMROMERE HE e 0A THBT 5

L EEETH S CM R VM O PR A

CD31, CD34, Factor IIZX3 5 Bt Gk
2RT DXL, LM OHEMAEIE podoplanin 4%
BETH L. RERBICIINEMEOREIIE
BT, HE B THIC VM &% 2 Tl

- podoplanin I3 2 REREZITH &, podopla-

nin BHEOEEMNEEL, EiZLVM Tho -5
R AN -

mEE, NESHEEHTSERE

1. Slow-flow DIMEEH ZEH T DAERE
I RE - ME a2 &0 5 EEHIZE CFE

TR, ABTREORENL D OEHENT B,

SEBEIZE D, CM, VM, LM & o7z slow-

flow DIMEFHEZEHELLT VL DR AVM @

X 9 7 fast-flow DMEHFEEZEHLLT VLD
2% (FE2)Y. L, slow-flow DIEH L

fast-flow DIMEHZEIBETAHELDY, —

BRI & DREBREFIC L OMEFHSEHT 5 281

ETAZLIRTERN.

- Proteus SERET T, B4 20 I
CESBEEL, S5IZRIFER L OR THREE

S AR AT 2. BEIE 200 BIR
BEEARVA, TOERERIC CM, VM, LM &\vio

7= slow-flow DIMETFHA A BN BT L A%\,
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BT mr,wbk%yw#yﬁg%k%ﬁf”

RIEROEEND Y, EfTHORBZES. K
BEHEDOFEIIMEDN &, UBHOATHA.

Klippel-Trenaunay SEREE® 1%, slow-flow DIl
BRI RBRKETH S, BRINRERT
&, BEUROR— b7 4 VB EBEFENICE CM
ThAHIENE), ZREORTHFREESE
LEIE, BAOBRIAROBREIC X KR
WHRLNS.

Sturge-Weber SEBE"TIX, SXHEE 1%
BEBIZBIHAEEOR— D74 VB, BEEO
BERE, BERONEEEVALNSE. Z0kd,
BHNERLTAPADTALNSZ EHE . ERNC
Lo TREXNMEE AR B TR+ 74
VEEBIEBBLZ LD A,

Blue rubber bleb nevus JEEEY 1, #HEEDL
i % & o C Bean JEMRFE & IFIEN 2%, RHEIC
%55 VM LHELBEO VM 26635 20
7o, LIFLIEHALERLZ & 727

Maffucci EBEE TiX, ZREONKEEIC
VM % LM 2 &7 5. NKREEOEML S,
spindle hemangioendothelioma 7 ¥ @ M4 f& % 4=
LAZ LD A.

Gorham-Stout SEBEE" T, BREMEMED
LM 2SR TH 5. BH BRI L 7RER % A
T, 1954 4E|C Gorham 7%, 1955 4E|Z Stout A%
Massive osteolysis & W) HZA ZIRB L 72D DS
CDEBRBETH AP, TOXRRBITEOHIZY VI3
EVHETLHLM TH 5.

2. Fast-flow DIEHHESHT SEREY

Parkes Weber JE/EHE TiX, AVF 2 AVM &
Vo 7z fast-flow DMMEFE A LN, BEOB

;&E%ﬁgfb@tb_bwt,ﬁ

E#@E A é:
k%, BIRES D MEEHTHY, EEOR
B HTH 5. Lo Klippel-Trenaunay fEE
HCTOHEZENEZ D1E 5728, Klippel-Trenau-
nay SEEH Tl slow-flow DIMEFHEE4EH DI
XL, AEEE T fast-flow DMEFHIA D
N5, Zo7dH, LIXLITREOETICEY, &
HHEDOLALEEBITIEPH 5.
Osler-Rendu-Weber SEMEHE X, BEMEH
£ I % 3 7R iE (hereditary hemorrhage telan-
giectasia s HHT) & 3 I 5 B MENE RS
BRERTERETH L. FERLHEOBMMmE
LR, WRWEO AVM % AVF £ &7:L, H
miERZETS. HHT-1, 2, 3, 4 512 Juve-
nile polyposis/hereditary hemorrhage telangiec-
tasia(JPHT) L HEZ TS5BS NLTW A
HHT-1 & b HEE DS {, Endoglin EfEZFDE

BT, MR L B L THIRZE DS O DR

THAh. HAT-2 TiZ ALKl BIEFOEERBAZD
N BRI AVM % AVE %% <45 . HHT-3
NDEEBEFIBEBETRE TS 575, HHT-1
¥ HHT-2 O E Ol b I D RE L2
ZEA%\v. HHT-4 b REEEFRIAHCHS
P, B, BEE, PHREARICGKEZMES. JPHT T
1X, Smad 4 BETOERENALN, FHEBRY
K= 212 AVM % AVF 2358 LT3

Cobb JEEEETIX, FUAHEROBEL BF
DWFEICAVM AL NS, 1915 2, HHO
AVM ERTxREZ & 72 L7-BE T, WD
9FDPL 2FEVANVICHYTHEHORFIIRK
BoaREB e AT 2 2 LS HiE SN 08
FOTHA.
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CM-AVM 328 D%% CM L BHEN, EEM,
PRt &0 AVM % AVE 23&PE3 5 ERET,
BhahEREEERERT. MBROY 7V
{=3E#EH & LT, Ras-Raf-MAP kinase fE#4% X
CHIBNTWAEY, ZORBIINEMBDOEES
SALICEES T 5. Z ORI L CRHHEMNICIEA
TAEHEICRASA-1 BHILNT WA A, CM-
AVM T COEHE#Z 2— N3 BETICER
BH2P 00, AEMROSMEY 7 FIVIcE
HHEL, CM R AVM AR B EZ2 5 TW5

mEFBLIICD, LRIMERE % &6 3 % EMRE
5, AERPEENICKX 2ARMERESA
b, FEECOIER, BfEE BRE2ESCLE
HERELTWS S DT, PHACE ERE L A,
BERERFIEIAHTH 5.

Bhuic

REDHEZ TV HIREBZ NI MEE L —FL
f@%bfut#,;@@ﬁﬁﬁ@ﬁ%ﬁtﬁ%
FEPREL TV, WEIHNEMBOMEIZ X
DTN, BWEREDELRS BRILVIERET
HLARMEREIIBRBMET 501 L, MEH
%m%t1ﬁ%?%*t&< ®E, B B4
O OB ERE, BEESECEALOMELRY
%%tﬁ.BWAﬁﬁ@,;@ﬁ%%%%L,:
NETERMEE LTV RArEHETAZ L2 HBY
WCIRBSINI-HETHAH. AR TILISSVA 53
IZOWTHER L, WEZHOEDH, S61ICmE
JER M EHE &5 ARV TRz,
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(Abstract)

~ AVMs consist of congenital abnormal commumcatlons between artéries and veins. They can involve .

of the body and grow proportionail to age or in response to hormonat mﬂuence or trauma.
pain, ulcer bleedmg functlonal dlsturbance and’ heart

embolotherapy plays an important role for symptom
llterate the mdus by either transarterial, transvenous,
hology The mdus |s ‘embolized with various

bolot ‘n'fbe also technlcally

lSSVA classnﬂcatlon Artenovenous malformatlons Vascular embolotherapy

section of AVMs is often dlff‘cult ‘witha risk of morbidity. -
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