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Brain CT Features of Infantile Sturge-Weber
Syndrome

WEI Xiu—li, YANG Hong, ZHANG Yi—tang. Affiliated Hospital of Zhengzhou
University (Nanyang Central Hospital), Nanyang 473000, Henan Province, China

[Abstract] Objective To analyze thebrain CT features of infantile Sturge—Weber
syndrome. Methods Sixty—three infantswith Sturge—Weber syndrome diagnosed in the
hospital from January 2012 to December 2017 and with complete CT imaging data were
enrolled in the retrospective analysis. The involved sites, density of affected lobes, signal
density of lobs, boundary of brain gray matter, choroid plexus, shape of brain atrophy, the
presence of subdural hemorrhage or effusion were analyzed through brain CT imaging
data of infantile Sturge—Weber syndrome. Results There were typical calcifications in
brains of 63 children, mainly distributed along the gyrus and sulcus. 34 cases were curve—
shaped, 19 cases were ribbon shaped and 10 cases were curved tube shaped. Among them,
there were 10 cases in the temporoparietal lobe, 33 cases in occipital parietal lobe and 11
cases in frontoparietal region. 27 cases of calcified foci were on the same side of the facial
hemangioma, mainly involving the cortex. There was different degrees of widening in
local sulcus, cisternand subarachnoid space. There was different degrees of brain atrophy
on the same side of soft meningeal hemangiomas, manifesting as enlargement of the
ventricles, widening of the sulci and cerebral hemisphere on the same side of lesions larger
than calcified areas. 55 cases were focal brain atrophy, and the rest cases were extensive
brain atrophy. Enhanced CT scanning showed line—like and gyrus—like enhancement on
the surface of the cortex, and the extent of gyrus—likeenhancement was significantly larger
than that of the calcified range. CTA showed abnormal venous shadow. CT enhanced scan
of 31 cases showed obvious thickening of the lateral cerebral choroid plexus, and the scope
expanded, with obvious enhancement. CT bone window showed obvious thickening
of the skull adjacent to ipsilateral calcified brain tissues in 41 cases and subdural effusion
on the same side of vascular malformations in 32 cases, without bleeding. Conclusion
The typical CT features of infantile Sturge—Weber syndrome include intracranial local
calcification, cerebral pia mater hemangioma and local brain atrophy, suggesting that
CT combined with clinical manifestations and MRI can further confirm the diagnosis of
Sturge—Weber syndrome.

[Key words] Infancy; Sturge—Weber Syndrome; Brain CT

Sturge-WeberZr & fiF & DA T 57 Bk I 787 987 A o % 1L 7 98
s R B AE AP 2 R Bk S R X S T 19 6 04E AR
Schrimer B RIEH, ZE19tHL70F/CAWilliam Allen Sturgei4T T
FONATH L, FH7E 2 JE0F A IESESturge—WeberZE B E5 - = X
Mo MR . PV LT R T L TR0 G I A S5 1) P DG BRE s
TR R B MR e, B RYERR & B R RS E, FE RN
o P I /9RO A TR DX 3 ML R I DA i I 5988 Sy o R
RRAE, 220 TS0, KR E A M ks 1. IR
XMW 2B, HARPNLE 245 AR, 402N hHES
DEEARRAS . R, PRI S ", BRI R
Sturge-WeberZZ & 1EH BRI ME R SMB A EREAEVILR, A
JFHEBKEE R B AT =A A B, R AE Sw G . WEmR
AXFEFENL, HETE X Sturge-Weber 2 & 1iE HICTSAAE i 7T AT DA 151 43
MronE, HwflEi s, Aft—PhwSturge-Weber £ S AECTHF &1,
LB FR e 0 AR B va 63451 B2 41 )LS turge—Weber S A ik B JLAN #BCT 55
REFEAT BB 2 A, BARRGE D .

- 21



P EICTFOMRIZE &

2018411 H 16 H1140 2510940

1 #EHMEFHE

1.1 —%ER 201241
H~2017F12 AEE KB #2IHA
SERECT R G 5 58 R S B 15 il 3%
BiSturge—-WeberZg & 1ME 2 4 )L
H1 8] gy B %, RN
6361, HeaHa274, L3644,
BILER N2~361DNH, Fi
(12.45+5.65) M H .

1.2 H¥  CTR®E: &&
BANEEGE, M 5Hispeed, &
J& R )2 R BE Y A 5mm, #RERL. 5,
9 {5 F pt 4 &5 (Gl & 1. 5mL/
kg) AT MY B4, H AR HGI-
DTPA (& 0.2mL/kg); AL
DA bR EAT B IW AT I B, SR
RUE V250 At 52 BB 5 AR i
25 B . R AR {5 5 2 B
R T K& k25 456
A SAE RS & A H I s R B
FAAT VY, WG — B W N R
g R, HEENMAREE, W
E

2 & R

2.1 B45)LSturge-Webers®
AIERRAEIR BT A A ATCTR
B, B kR E K 2
HEEwy 4, A I A S 5
B, MRBEL G, u L b
W%, BVPFIEW RRES, %
JERWHERE, GPmAR
1.50~20. 00cm’, 58l %, 54
2R, W E50H, FES134,
5451 [ s AT DL = $i 4% Kb A 4 T (o
B 63f i LM A RGURE
AR, 54 R B A R M B A
TR R SR, 9 [F I R I
X AR, 53 9 AN LA K i Ay
FEME RGUER; 366101 2
R, 27 ANz B (184,
o) s 9B 2L 4 JLSturge—
Weber &g & fiE & )L 2 I 350 1 5 1y
TE IR 0 R 2 RYET IR,

22 -

S ECNA R~ TR, P
(5.1240.65) F#s; HEFS:pEVS
180dJ5, Frf &JLRILE AR
PR SMCT, HARFA 400
HEE R

2.2 B4%)LSturge-Weberss
BAERSCTAESMT T L
FILPN 3 MR R, B
i (5] VA E AT, 3445 2 ol 2k
FEL 19% 22570k, 104 2 aE ih
SR, Hod BT 9 . T 10
Bl BLTH334 . AT, 27
5] 685 A e X 53 T I A R [ A
FERRLEE: ¥R
VA~ R ik P IS e A TR R B
BB s R R A R (R AN [
PR EgG R, RIN =
PR M v g . o AR [ i
BRI K T X, 55614 R
BELPE i 240, AR I w2
s ATHESRCTH I AT WS K2 2
R EATLFE. G FE R,
L [R1IR 535 44 v B B 2 4 fh
VG, ZCTAR] WL & ik 5
31 CT Y 5% 1 4 52458 vT WL AW fig ==
Jok 4% A BH 38R, HYE K,
SEAGE R CTH & SR &L
L5 B 455 Ak 0 2E 25 WL AT £ R B
e B S 498 5 3245 T WAL A B R
[ ) A R AR, ¥R H L &
Mo

2.3 Z4j)LSturge-Weberss
BECTAREAE (1) il
B, EE: 13AE, A MBI K
Jok AL /EE 98, ) 48 4% Ab 7R vT AL
AW OB, A R RO
KRS IR A, &CTFH, W
I 7 2 AT DL 37 BT F [ 5 45 AL

I BT B K R R, R
AT ULz G = = A XA R K
BG, Z A AN T, DL
1. (2)%Bl2: &, Fi: 364
W, A AR R ki A R, AN SR
BN o0 4 0, 22 CT P33 1] WL ]
) A T K s f2 2 5 Ak, RNk
R, AR S ZE 4, ILE2.
(B)wHI3: F, Fit: 24 i,
) Ay A 0 0 0 7 ok i R, A 9
37 R P B ) e E, CTF- 43
T 1500 580 T e Ko 5 2 A i B A
B4 I, IR0 K o~ Bk 2 41
Al LR ER A R, W3,

3 W #

Sturge-Weber % & 1iF ) i 7Y
95 LR AE 2 — BT Rk I A R O
AR BCIE M IR SR, T A M A
T7-1E B 2400 T U i 300 8 4 I % 1
mEWNEBaR, KR2amTF=X
M2 X s, I BLAR 37 X 8 B G
., B2 5 A O R
A A 8 A, A6 O A B8t
B ARG T L AR
A I S A T, AT DL B
W%, FTFIEwEERALS, &%
R AR, B A —,
2N, A TR R
FLEB, o R ATFiREEL; HEE
EWA TR, Z1H5%~15%E
FAREREFm . B
W RBF TR, R AT 4L
HiSturge-WeberZE&1F, 90%:H&
JUH R AR SRR SRR A
B ER K, RV kB R
SR R, & A] H BT SR 2R

B1-3 24))Sturge—WeberfE & iECT G KR o



PERRE .l B IO 5 0 S A R
GREIER, 1/3BILIFRE
MR L Mk 2 6 I A9 0RE 55, X 5 AR
FOART, AWEFCRTE &Lk s
BPRE RGURER, DU R YRR
H G R A& - %0 et 7
HRFE, A EILFEIE S I
PR 2 ZGUREIR, A9 24 )L
Sturge-WeberZg & ik & L
L7 W5 R 2R BH o e Rk
IR B BIUTCTR AR AR
DR R IR E e, RN
5257 A6, HRFEERE U
F i L35 3 B A TR B 1)
JUET, ARG 2401 H BRI
A H B I A R 1 2 Sturge—
WeberZx & fiF 1 #8555 B KR 1iE
2Z—, fESturge-WeberZ & 1E
B IR 12 Wr b ok ¥ T O E AR
B, iz R T R
KR e BRope T, DL ik i 98
WO, HH R NER K. B A
R, IEE A S KA
%€, A& FEOZ R R
TIIRER: AN S P AR e 3 1]
KR EEAR. KEKXZE
i 510, MEALHN = A ARE Y
gk R I, S Ak A D O8N R
ERAARARERE, FERE
T8 IS I AR T B i e 2 A
2, MRERE, Z2RAETHD
M1, M EiSturge-Webers: & 4F
MR8 22 e W 7 SUAFEXZR S F s
CT. MRI%. XV FrizWinf, &=
AP [BLRE 2R A A A
PR I BRI B, (HAEEA
AR, —FEZEERNEL~2a)E
ARl ISR e R RS MR
Joe Y88 5 4 4 B RE N AR 3 JE L A
s B AR oG 25 4 A5 4k R MR RAR
Ao S o R e L R I L S
WHATHER B M, EMRIFEH XY
B A ARG, AR FmT DLV
Fi [l i v AT )l 2R A Bl A Y
RIRGE TR, MCTFHRX Lt
SRS R B VNIRRT =

CHINESE JOURNAL OF CT AND MRI,NOV.2018, Vol.16, No.11 Total No.109

BRF BH o [m] B B TR RS A At
Si A [ S T A I AR
WEFE R, 6341 i LA P 5 m DL
R A R I, FEIRE . e
EAT, 4B R FE. 196 24
dtk, 104 RIT M KR, HA
ST . To 1045 . L Tl it
334 AT L], 276 Ak X
55 g o R R, 3B R
s Y] LR G VA Rt R
PR s AN [) A2 B 0 0 s 2 i i
I 98 R A AN [7) 7% B2 1) A 2% 4
K, R MEY K. WG
R R A K DN 2 SN N
B4 X, 5541 ey R Ao 25 4
HR N ZHEmMZESE; TH5CT
FHE B BT UL B R T AT 4R
FEL M ERE SR, Ho R 58 4k
Ji [ B o A A AR YE ], &CTA
AU TR R KR 314 CTHY 54
5245 nT DL oG = ik 4 A B I 4
F, HWEEY K, #mieiHE; CT
B R R A1) LS S 4k
S 2L A0 14T P p A e B 4
32451 AT AL I A e T () ] s B AR
W, ¥ imEM. Hiknr i,
B4 )LSturge—Weber 45 & 1iF ik 45
CTXF /il P9854k« ik 2 46 . ik 2%
NN R iR A S SR
Wik, SREFEIRIEFTRT .

gh BT iR . B % )L
SturgeWeberZE & fE X HBCT LA il
W A Ak L G FE O A R .
Joy B = g o R, $ROR
SturgeWeberZg & fE Rl BEME, BLAT
AL LIS turgeWeber 4 & AiE
I R 12 W = 0 2 2 i3

SE UM

[1]Zamora C A,Kontzialis M.
Teaching Neurolmages: Dyke-
Davidoff-Masson in Sturge-Weber
syndrome [J]. Neurology, 2015,
85(16):e128.

[2]Mukher jee D,Kundu R, Niyogi P
C.Sturge-Weber syndrome type

ITT[J].Indian Journal of
Pediatrics, 2015, 82 (1): 1-2.

(31 Aer, ZP 4, 55, %. Sturge-
Weber 42 A 4E154) & R o #7 [J].
EAEE LA &, 2014, 9(1): 49-
53.

[4]Divakar N.P0-0818 A Case Series
Study On Clinical Profile O0f
Children With Neurocutaneous
Syndromes [J].Archives of
Disease in Childhood, 2014,
99 (Suppl 2):A521-A522.

[S1Fh &, Kuer, thatel, 5. LEAp
22 K G AE 09 PR CT R A 2 4 A%,
B EZ A AL I PR A S K
R, 2016,16(12):1758-1761.

(6] #eksh, o3, 3 E 4. Sturge-
Weber#z A 4E £ T 1% )Ly
FRBMRT &I [T]. 24 3 5 &,
2014,29(8):877-879.

(71 A &, BB, @3 ad ESturge-
WeberZza-4E14) [J]. & B & kAP 2
SNFFZe &, 2014, 27 (4): 255-255.

[8] X5, E 4. Sturge-Weber 24
AEHE BB WG T AR R T
hE EREMGIALE, 2016,
27(6):329-333.

(9] 3piE, REE, FER, .24 L
HSturgeWeber 4z A4 w31 CT4F &
BRG] ER ML,
2014, 30(3): 483-484.

[10] £ B, a2k, £45. Sturge-Weber
RO AE 4B R A R R e R R 2 4
M. S mEEiE, 2014,
21(3):134-137.

(111w 2, 25, ¥ ¥4, 5.
Sturge—Weber 42 A4E s IR 547 B %
%5y [T]. #4595 w7 5 A AR5
2 2015,24 (1): 68-73

(121 Z#8t, K, it . Sturge-
Weber4z A 4E14) [1]. soh E o5
&, 2017, 36 (6): 611-612.

[13] %%, sk, Ewede, 5. Sturge-
Weber 42 A-4E 89 16 SR B A% 5 4% &
T (M ANBIFREE) [T]. MR E
&, 2016,15(10): 1026-1031.

(1413 %, 2%, A&, et al.
Diagnosis of Sturge-Weber
syndrome with MRI and
CTII]. +EHEFHBRIEAK,
2015:26(s1):11-13.

(15158 A A, Biede, Rk, et al.
MRI and CT in the Diagnosis of
Sturge-Weber Syndromel[]]. F [
B F AR AR, 2015,17(1): 31-33.

(ALt #E: 2 ARF)

[4As B #79] 2018-04-21

- 23



