AT 2A 25 2011 4F 11 A 5545 %55 11 #]  Chin J Radiol, November 2011, Vol. 45, No. 11 - 1073 -

- I ) 1% 4

WS U TR R T S B OR R T A A

G R MRI & 2 — 14

EWm SEEE

BE 2,26 %  CISKRE . FATRIRSIAR 3 48,
MRS 1 AT 2010 412 F 20 HRK B2, BE 3 4
HI T RS A T G s A R, P B2 AR L3S,
1 AR TC U S 5 PR L1 SRy IR 0, ] i 32 85 A4 R 8 5 2%
TOIRES o K i 13080 mm Hg(1 mm Hg =0. 133 kPa) ,
SRR, AT B VR R ORUBE , T30 Bz SRS, R R ek
B RIS, XU N P ST SR 0 DO JBLSK 7 E R, SR
BR, AT LT IV 9, 8 5 2% i A A oK UL o U0 5, U
Hoffmann £ FE , XU Babinski 4EFAYE, 2 [ 77 1242 77 .1t
BT RE FWRSE AT A A, /B IR IR BEH 7
HE MR ST 10 4R, BATHEAR TR, RIS S 4F 1, K%
rh HAB ) L TEZE B o

SR LSIZG B A A TC S, IR MRT I 70 XU A fikg
FIBT ST AP DFIRA T RiE K T, K T, 555, W
PR S (FLATR) J¥ 51 52 55 55, 9 AT UL HICTE s R b
KT, KT, BEF5, FLAIR 2IE5 (B 1), TN
UL SR (B 2) DRI B AR 3,5 .6 i = T8 1, UK
R/ NI ZE 46 . WEREUROM A SR (SWT) 15 4 #tb 1 7R 17 XU
R 1T A B 2R R DX T RO R 18 A3 A s R
fF595%, KANZ <5 mm, JBEHLE TR (B 3,4) %5 w1
MRI,SWI Z 0 TELZTE R UINIRMNEZ EREFESE. %
R W TR IB R 1 IR P O 2 4, TR M Ak 3
HE MRI 7R C2 ~ T1 MEF] 55 Hi o BEEAE MRI {7 A A 1]

FHRATHEAR 13 ~ LS MEMRZAR S8, L1 ~ 12 AR I

SRR PRSI by H G (0 1A B 358 1% P 06 50 Ik 1 1 J5i
“FAEZE AN J5 I 5 ( cerebral autosomal recessive arteriopathy
with subcortical infarcts and leukoencephalopathy, CARASIL)
ABEJE 4 T EFMAITT , CU A5 N2 5 R 2 5
H 3B o

Wig  CARASIL 2 —Fhil R LA Z R ik i R4t
PAAMIER (B A HES B 5G9 BT A AR AE 55 ) /Y LLiE
PN AT 38 SR AT A RAE A st A2 PE R 2l ks o H HiT
P HAGE IR SO i), 4k B0k AN 2 ik [
12 P RIS AE A 7. 6 4, 2009 4F, Hara 47 KB T
HEBUR AL 22 MR U 1 (HTRALD) BER A5 TR

PRI A R (1) SRR AR S, BAF A
P AR LRI (2) W2 T 25 ~ 30 2 %, il L
AT E A SR, T PR R s 2k U R 1z 3
RIFIRS PG, ELTIC i 10480 1) 3 L fas I R 3R 5 (3) B
A FE R (JriBR T3k 8 R Tk 18 e ) FAf (] 20 78 (— i
T BEME LA K b BEEAE , w5 T DL (8] 55 5t BB A7, ELix
PR AR5 BFARIAARLT ) , — 2L B F b 2 A AR 2R
R B DRI REAR , L5 A ALAE B9 Bk THRE (0 3R VR AL
RE 5 R A R R T4 5 (4) MR A AT DL & JIARG 11 5 20 ek Pk
A E MR, S5 BE AR R ERIMETE L, 52T
#r CARASIL I PR 45 a5, %8 531 A 50 )i, 1 IR 12 W

1 AREE S SR (FLAIR) J7 41 St /s SUI DR iR 19 30 RE IS5 Shate DI SR 18 5 15552 , N AT LI ) 2R R AR 552,516 I = 0 1
2 T, WL ORI, SRR/ MG 2248 B 3,4 REBUZIAURAR (SWI) |, T2 7R 7 XU R 19 5 Ah 38 B2 2 SRR IX
BT B R I8 0 A ARMRAR 8, R/NE <5 mm, A I UK A

DOI:10. 3760/ cma. j. issn. 1005-1201. 2011. 11. 021
Y A7 - 110001 PRbR, v [ BE ROk B o — B e i 3 ik



- 1074 -

AR A 2R 2011 4E 11 5545 %55 11 #]  Chin J Radiol, November 2011, Vol. 45, No. 11

CARASIL,

TR MR — fise 3 30 ) 18 Il 1 500 28, X L i
Qe A 1 gt A% 1 ik sl Bk 1 B B BEBE A 1 A
( cerebral autosomal dominant arteriopathy with subcortical
infarcts and leukoencephalopathy , CADASIL) , 3% F 1 J i k-
B RIS RIR I 2 50% [ S 0T SRR T L FR i L
ST B P BRAPEAE AL , TR A 1 O AL BT IR AR AT Y
B, BIE BRI PR A Hhofi bR AR 3t © 2847 72 9K 18 19 11 BT
AR o R BRI ML A R BN A BT AR, BT
S TR AR T /N IKZE4

SW A FHAS ) 2L 2R 1) s S 2 S5 i 7 A 0 LU 3 i
ARG E AR . Witk H I ( cerebral microbleedings , CMBs) 72 5
SWI 1 <5 mm B/N ik, g kbR BN, ) B S A B, A
WEAE H HL 51 v 2 A, SWIT R T CMBs P IR A 49y Jot (5
BRI B AR OB R A WA 2 Bk 0L 2 3R A AL A M DI R 5 R
Pl ZH 2R R AR 22 e ok S 7 /NI A o /Nl OIS HG 2 1 5
2 SR KA AR B % CARASIL (1 32 22 240 21 3
S BRI P 100 ~ 400 pwm /B ik 4 IRET 4
P/, YA AT R BT, T Oide 5 *
PGS PR 0 R 20K f s s
SR 2P0 LA 1 332 2k, SRR A I i 25 o
S AR 2T i 1 A P 0 R AT M A/ T 7
A A B OEYT 5K R AR BRAE RO MRI P8
e B T8 B ST b K2 5 e AL A, 7E SWL R A
Je B2 SR i ik, R /N A RE ) 2T E N A
WAL P S B B P 2 , 3 (0 BE G P09 v, - i
ST LA A 2% , P TR AT R I it/ T S A e R ke
K, TR A MR AME NI B & Bkl B R DO, X idd

W] CARASIL f8 /)N 45 s 722 B 2 B0 A ik LA A, 38 3R B
Sy MMUIRZS o B A BF5EIN g CMBs 5 A 1 BEAF 15— 5 K
FOT AL BT T 2 - )2 R IRE i 28 27 e A5 5, T
SEAITIIRE B BT GRS 25, AR SR
L i R o gt — 2D WE TS W o ARS8 9 R MRT &
SW 2 B figp e Fle PRAE DR B i — 25 4R 7 Hops AR A $ie 11
TR
£ £ X #
[1] Fukutake T. Cerebral autosomal recessive arteriopathy with

subcortical infarcts and leukoencephalopathy ( CARASIL) ; from

discovery to gene identification. J Stroke Cerebrovasc Dis,2011,

20:85-93.
(2] ESRIR, S, BB 25 . A 5T SN S AL
YOI BRI B RO — R . AR R RS,

2007 ,40:679-682.

[3] Hara K, Shiga A, Fukutake T, et al . Association of HTRA1
mutations and familial ischemic cerebral small-vessel disease. N
Engl J Med,2009,360:1729-1739.

[4] Yanagawa S, Tto N, Arima K, et al . Cerebral autosomal recessive
arteriopathy with subcortical infarcts and leukoencephalopathy.
Neurology ,2002 ,58 :817-820.

[5] Oide T, Nakayama H, Yanagawa S, et al . Extensive loss of
arterial medial smooth muscle cells and mural extracellular matrix
in cerebral autosomal recessive arteriopathy with subcortical
infarcts and leukoencephalopathy ( CARASIL ) . Neuropathology,
2008 ,28 .132-142.

[6] Yakushiji Y, Nishiyama M, Yakushiji S, et al. Brain microbleeds
and global cognitive function in adults without neurological

disorder. Stroke,2008,39:3323-3328.
(W H 45:2011-0307)
(AR SC G - ookt )

RR PR E R G 4 FEHE A=

BRA  GRaS AELE EKHT R

KA 4 A 28 (juvenile xanthogranuloma, JXG) £ k%
P T BN L BOUEE, 4 K S BOR I e TR A
SIS & T4 B A28 B (B kA ) 32 B AR m =
R PRI R G AL I 1% ~2% T B Hon 2
HIE SR 2 1] IXG AR, ¥ th B i b 28 R 832 3R, IR
SRR

Bl1 5,64 H 27 d, BT S 3 A H IF & iy
KT 2010 4E 5 HAtiL . MK : Sk IO 5 045 2 AR ALK m] L
T RRRA S, & K2.0emx1.3 em x 1.0 cm,
NEHAR L0 om, BELTE, TTRB Ak, EZAEE(E 1),

DOI;10. 3760/ cma. j. issn. 1005-1201. 2011. 11. 022
VE& A7 : 100020 & #RJLBHFST BT & JLE B2 B ic i Rl

EF =

QiEE AR

ZEMRASHEFE AL, A A T ok, A A AR AR LT, Z2 IR AN IE
Yy, SCRRZE RN R LZENRPA] o SUBWT 24 1) B 5

MRS P A A7« 7 (00 A 158 R 70 3B JE T LB [l 7 4545
RERG A JRE L2 2.2 mm , A (0] 7 S 1 0 2 0 4% [
R (B 2) o

ARV A i MR 27 - ZE MR B s W W K T, 55, 72
AR B JEE SRR, A 00 T % e 0 2 i A 55 WL 2 A
PR T, A5 T, {5 5k, JARIIMEA T, (55K b s
RIS S (FLAIR) F 3] T, WIS 2545 5 DWI & 45
T SR JE AR AL T DL s Ak (] 3 ~5) o MR CT 94l K g
T IE AL 247 Sk 7 KU i B P R A ) B B A L 22 A RN
SELET, HAR S ~ 1S mm ANAE, BT R GURE 2 506
AR I (1516) .



