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Table 1.
Target Arterial Arterial Venous Venous Veno-
Timing Capillary Capillary Lymphatic
Genetical EDIV HHT BRBN
Familial PKD Cavernomas
Systemic FMD
NF 1
Metameric Mirror PHACE CAMS 1-3 DSM CVMS
Cerebrofacial Multifocal Multiple multifocal Sturge-
hemangiomas Cobb (SAMS) Weber
Wyburn
Mason
Early Segmental Large single VGAM DSM Craniofacial
Clonal Dissection Hemangioma CAVF V Malf.
large Large AVM
Late Berry Hemangioma BAVM Cavernoma Veno
Focal mAVM Telangiectasia Lymphatic
Small malfor.
Table 2.

|. Absorbable (biodegradable)
a. Gelfoam powder (40—60 £ m)
b. Gelfoam particles (any size)
c. Avatine (collagen powder)
. Nonabsorbable particulate
a. Polyvinyl alcohol foam (PVA) microemboli 40—1,000 « m
b. Embospheres
c. Detachable balloons
d. Coils
e. Fiber colis
f. Detachable coils
1. Guglielmi detachable coils (GDC)
2. Micro coils
3. Cook coils
4. Cordis coils
5. Hydrocoils
6. Bioabsorbable polymeric GDC Coils (BPM/GDC)
g. Berenstein liquid coils (BLC)
ll. Nonabsorbable Liquids
a. Adhesive
1. N-butyl-cyanoacrylate (NBCA)
Hystoacryl
TruFil
2. Octa-cyanoactrylate (Neuroacryl)
b. Nonadhesive
1. Ethylene-vinyl alcohol copolymer (EVOH) (Onyx)
IV. Cytotoxics
a. Ethanol (98%)
b. Chemotherapeutic agents
c. Time-released microcapsules
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Embolization of Vascular Malformation in Head and Neck

25+ U2 d37]8 22 Venous malformation B ve-
o] g3 = Q= ©
HHEL artery B venous approachZE @A o7
BEA] 9o} direct punctured 3l MAEZ FF
o] B_J,}xqo] Hl—tﬂi O]'T:‘:]Xi oh;]. /\].}16]._ /\ﬂ%_%)é]
= cytotoxic agent FolA4] ethanolg 71 Wo] AL&-3it}
Venous capillary malformation(AVM) < high flow
arteriovenos fistulaQl - 919 Al o E MHES
= 7§ S04 embolic material®] -2 oFo] Aw %3

, £3] pulmonary circulation® 2 migrationdh= 7l
A FEE F ), olgk T2 A5l venous dramage
oY =75 ARESte] YAIF o ® ghukst AdEjelA] FR
ARAA olwE FYhd & o kst ax4el 4

e T AL ofgh EE AANAA ke SE AR
A= o
-

no—lymphatic malformation-g-4]

O

‘F

‘o

N

|

10

HU

242

Uehd 2= olth. 887hAS o)e oA|4 olute] wpe g
HZA 0 F AFE-8F= manual finger compression, Cookie—
cutter technique, circular ring compression's©| 31tk
W18 A5 919 ofe] W] gxRh e
gk olali7F A daEojof afar R whE AAT A
Wi o] Mejo] et A1 o7 AYZbE )

References

1) Lasaunias P. A revised concept of the congenital nature of
cerebral arteriovenous malformations. Interventional Neuroradio-
logy. 1997;3:275-281.

2) Berenstein A, Lagaunias P, ter Brugge K. Surgical Neuro-
angiography Vol. 2. 2nd edn. Springer \erlag: Heidelberg, 2003.

3) Bhattachaya JJ, Luo CB, Suh DC, Alvarez H, Rodesch G
Lagaunias P. Wyburn-Mason or Bonnet-Dechaume-Blanc as
Cerebrofacial Arteriovenous Metameric Syndromes (CAMS).
A new concept and new classification. Interventional Neurora-
diology. 2001;7(1):5-17.

4) Lagaunias P. The congenital nature of vascular malformations
Ultrasound in Obstetrics & Gynecology 2003;22(Suppl. 1):1-69.





