WAL 2011 4E 2 A4 26 %5 24  Radiol Practice, Feb 2011, Vol 26, No. 2

143

PR ER KR EF -

i 1f B B JEAE 3. 0T MR #EBUSNAU LG BRI Z A4

X, MNER, BE, NRE, Frhk

[HE] BH:RARLENHE 3 0T MRAEMERRARCWD EARLSMEOBREZLTLAM, FE GALS
MBALARLRYBFRARLETFARARBELO B L EAHEL., AT HEBRLTHE UV CHEF LB LE S K
) BB (AVM)S 4, X TR #HRF B (DVAI3 4], Galen B o FF B HF KARRKRE 1, L Wb FTF kaE
CT)2 H (L FEHKRLEH) ., ¥ SWIAASFH MRI ARB KL R F T oM, G .SWI AN 24 4 5%
R FBE IS FARAARKRKETH T CHET,0 BRI AP RKET;2 4 AVM AT A EHIKIZF AR R
EESISHAAAREZF HEET3AATRERIBHARLARZEFTHB A ABRICE L 4] Galen Hhk ¥
HHY RORBABREFET 2ACTARAASARDFR— 9w EFREMKZFRE, SWIKSHBK LT H. DVA
% ICT #4 274K F F M MRL sF fo i ik E B .Sy # AR 2 A W 2 69 AVM & Galen ¥ 8k o % % 7 65 2 7 R A ¥ # MRI & 3%
BEM, L. LRAARBLTHABY SWISHREANEREA BTG L LA, HY TR EdHasn,

(@) +THRAZA%LESH,; BAERE

[(FESFEEIR743.4; R445. 2 [X#KFFIREBI A [XE%HS] 1000-0313(2011)02-0143-04

An analysis of multiform presentations of cerebrovascular malformation on 3. 0T susceptibility-weighted imaging LIU Peng,
LIU Jian-bin, XIE An, et al. Department of Radiplogy, the People’s Hospital of Hunan Province, Zhangsha 410002, P. R.
China

[ Abstract] Objective: To discuss the pathophysiological basis of multiform presentations of cerebrovascular malforma-
tions on 3. 0T MR susceptibility-weighted imaging. Methods: A total of 33 cases with cerebrovascular malformation were
collected which had typical iconographical performances or proved by surgery and pathology. Among which 24 cases were
cavernous angioma (2 of those have intracerebral capillary telangiectasia, ICT),5 arterial-venous malformation (AVM), 3
developmental venous malformation (DVA) ,one Galen’s vein vascular malformation combined with persistant falcial sinus.
The differences among the iconographical performance on SWI,routine MR and pathology were observed. Results; Of the 24
cases of cavernous hemangioma, 15 cases showed ring-shaped low signal with central high signal,9 cases showed nodular
low signal;2 cases of AVM showed linear low signal and irregular mixed-signal,3 cases showed mixed and slightly higher
signal; 3 cases of DVA showed low signal medullary veins converging to the draining vein; In one case of Galen's venous
malformation the dieated vena magna appeared isointense., SWI demonstrated cavernous angioma,DVA and ICT clearly than
with conventional MR scanning. But for demonstration of AVM and Galen’s venous malformation with fast blood flow and
obvious arterio-venous shunt,SWI was inferior to conventional MR scanning and enhanced scanning. Conclusion: Correct un-

derstanding of the relationship of multiform presentations of SWI converging of cerebrovascular malformation and patho-

physiology will help the diagnosis of this disease.
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