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Cerebral Atrophy and Crossed Cerebellar
Atrophy Following Acute
Subdural Hematoma in Infant

Yuichiro Tsurugai, Eiji Matsusue,
Yoshio Tanabe, Shuji Sugihara,
Shinya Fujii, Toshibumi Kinoshita,
and Toshihide Ogawa

Crossed cerebellar atrophy (CCA)on imaging study reflects
secondary degeneration of the cerebellar hemisphere caused
by neuronal disconnection with the contralateral cerebral
hemisphere.

We report an 11-month-old child with traumatic left acute
subdural hematorna, who showed crossed cerebellar atrophy
on MR images. Eighteen months after the trauma, MR images
showed brain atrophy not only in the left cerebral hemisphere
but also in the right cerebellar hemisphere. The cerebellar
atrophy was prominent in the lateral part. This finding is
consistent with CCA. and may support neuronal interactions
between the cerebral hemisphere and the lateral part of the
contralateral cerebellar hemisphere.
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Crossed cerebellar diaschisis (DL FCCD) i, Frldchi:
HROIREN & o THERE 2 Z1) Tl Wil iR Eko
ERHDETERTRETH Y, BEEFTRLIELIEE
BT 5. —F, WTIEH D25, MRIZBWV THHIO/N
HRIBEFEC o o EMEEL 2R L wmEDT R SN T
B, OB S idcrossed cerebellar atrophy (LLFCCA) & I
T3, 4, bivbiud/Neg SR T mE RS
W, T 7 RN ER O ZEAF I RE o TMRIET/MEIZCCA &
ZAONAEL RO 1 FlaRBRLI-0THEYT 5.

E #l

2mBR. BRI T REHEIZ R, EF1ILAA
BRI 2 AR L CREEL 22, ElEE, WA,
fEFLANE 2 3287z, CTIZ TEREEE 2 HMEEEIZ T TR
PRI T R AR &, B I MEBREN AT S
7. WRI8 A AR, KRR IREEE (0 ) BV
TILAEASH B L 7 MR IEH S CHLE 34/ L7z, 3
i3, BiE - SEMMOENERY, GRHEIIHZDOD
INEFESR L 22 £, NANA R onFE D EBIRTEETH 5.

R R

L HOHMCT T, ZERTZEERS & MISEICA ) TR
W & X D IRAE L 7= HERE T MLE % 2, ERBHER%
FEHELTWA (Fig. 1), F72, AKMEEKIZEHIBRED
JEMRMHZALE R L, EEERFAHEL 25T, BIE
14HBOBEMCT T, MR IRIN S T 2 A58 Ak
SR EERMBEEO—SIIERELRLTB Y, EABPEERIC
ZEE B - 7omBIUsAT B L T 5 (Fig. 2). FIE18H
B#OMRIOFLAIRIETIX, WEMRILVFHL LY, £
IR R IR, o A M AEEL T MAEATFL & 15 (Fig.
3A). ERNEEED O ERBEEC IS EERMEOT — 7 —
EEEEZONLERLBETHERD S (Fig. 3B). £
7z, MREERAMICEE 5% o (Fig. 3C), A/ o
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Fig. 1 CT scan obtained at
admission reveals acute left
subdural hematoma mixed
with areas of large low attenu-
ation (arrows)and small high
attenuation (arrowheads).
Brain swelling and obscuration
of the corticomedullary junction
is noted.
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with severe atrophy.
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Fig. 3 Axial(A-E)and coronal (F)FLAIR images obtained 18 months after admission.
A, B: Left cerebral hemisphere and right frontal lobe show hyperintensity with prominent atrophy. Left occipital sub- i
dural hematoma is still present. Hyperintensities are also seen in the left internal capsule and cerebral peduncle

Fig. 2 CT obtained at two
weeks after admission shows
pneumocephalus following
operation in the left frontal
region (arrows). Left cerebral
hemisphere and right frontal
lobe show mild to moderate
atrophy. Diffuse gyral high
density is observed in the left

—
l
.||L!‘ cerebral hemisphere (arrow-
| ———

i heads).
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C, D: Hyperintensilies are observed in the left pontine base. Right middle cerebellar peduncle shows moderate atrophy.
E, F: Lateral portion of the right cerebellar hemisphere shows hyperintensity with moderate atrophy.

BEEEM &, AR 2 bl & L NNEE o
K, HETHEOREESH(Fig. 3D, F)IASHELTWS,
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AAEGITIE, SVEREIET MR O SRR |- BEA R R D
EEPERL, BiE 2 AMBICIEEHEEEEZRLTS
0, BIMIZL2b0 L BbN AT LT teE L.
G DY DMEIZ L B & 6 FIAT /NS S R R I
[E145B & MET L72E 25, 6161(42%) (2 BIMEOH:5% 58
HTHBY, WNBIZBT B ST MG O SRR N5k
SROIEMEOMBSEE L, WENEY., FORAEMFEIC
BILCid, MAE X AEHHCZ T, E8BMEIIROMKELR
2B L EHE - TR, R B P SEBhR & 8T A B R
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DA2 segmentDkinking |2 & B EAEZEZ 5N TnBY, &
B2, FLAE TRRNME AR 720, FHIME O BB
FREATHERE L2 &Y, AR OMmEEEHSH <, BE
D BB kinkingDTHEZ V) 9 B 2 EVEOTREE R, &
521N Droxic vasospasm® KR ZAEY, B E
BOMSOWEEIETFON TV S, A THEEEDZE LS
HONBVOIRE, LFEO &) LILHROMBREOWE L,
H B VIIHEEEDECOMIZ, DX ) KB 728
&, BATREFELELRVWI ELEROVEDLEZLR
TWw5Y,

S 612, BIME LS L 7o ¢l ST U &
% o T2 KBEEERO B iR o THEIUE, bW 2gyral
high density* 235 Z &4 1), ERlo/NESMEHEET
IMAE1455) 2 RET L 728k T, HEILEE % 658 L 726160
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4081(65%) ICRHT VA, ZOFTRIE, HEmELRL
TWwb EEZ BN TWA9)%, laminar necrosis%cortical
necrosis, @ %\ 3MZEIZHE ) dystrophic calcification S D
EEMED = 2 b b, gyral high density D53 L 72fERI T
X, ZOEERDTICHE LERIC T, MR
v LEEREAEVWC Mo TB YY), HRTHRET
W45 2 TEERTATSHAS.

CCDIF— IR EEROBEEIZ L 1, AiEEk A
BAHAVNEEERICAHOET 2 RIHRTH Y, 1980412
BaroniZ & V), HY PO YCT(PET) ICBWTROHLNLHE
S L LTHRE SR, CCDRRTIER L L TR R
PHIES, TADPARY, STSEREEFMONTNS
A5, KEGHZE A S N~ D £ B 2 Al ik i C & 5 LB AR
INEBEEEOGEETH L LD TWAY, FEE/ME
(L RTEESE & SHIEIE D K2 G A & OGRS T, CCDATH
KINEARFEIROFE TR LWL T VI & b T ORF & T
LTwa8. BRRIIZIE, DMRERORHFHETEZRL TNT
b, MEEERHTYRONEVWE SR TNDY.

CCDA™ G S N7-49id, BT & v o 72185k
FIGIIR ST, BEMIRELERSRVWERDbR
T 728, MRIREEA O LR RO 2 &
0, BEFHAE ETCCDAR S M7z ERIC BV TMRI
LTERTRTERNF R INL L) Ik o7z, T DOEH
iZcrossed cerebellar atrophy (CCA) & FEEHL, FOREFEE L
TRV F TARDEENEZ SN TWD, REEMIZIE,
NIRRT O TV F v a0 & aTRE, ke
DeliosisZ ML T2 EEZ LN TWAEY,

PET |- CCCD % iR 7226 i Bl & MRI CH#HT L 7= &2 C
iE, AHNREEROZEEE 8 BIICERD, T LD 4 fER
T, R Lo/MEEERIE, 2o BV TEETEE
o Tw/z, CCARRDIZ 8 BITIE, &fl, —HIKEFEER
DL EMERLTBY, FIEFRITIT145% (6~217)
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EHEAETH o7z, REFNCB VTS KBk 2L#H
ThHY, £#£11HDPICREL TS, BEEHRAETIZCCD
F—fEICEACR NPTV bR Tw 5 A0,
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L7ZWREMEDE 2 6N bA5, TOHBITWELZFHI T
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AN, TEE, RIEMESROPHREE LTEEL, 4%
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SNTEERMIER LB L T B, E 512, Shamoto bV O
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W SN TWDH, FEFICBWTERD &7z ek Ml
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