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[Abstract]  Objective

leptomeningeal gliomatosis (LG), both of them were clearly diagnosed by brain biopsy.

Results
deficits.

obvious mass effect and enhancement.

To report one case of gliomatosis cerebri (GC) and one case of

Methods and

1) The GC patient was a 48-year-old male who presented with epilepsy and focal neurological
Cranial MRI revealed diffuse white matter lesions in bilateral cerebral hemispheres without

Immunohistochemical staining revealed that tumor cells and

proliferative glial cells were positive for glial fibrillary acidic protein (GFAP). Ki-67 labeling index was

about 10% .

2) The LG patient was a 30-year-old female who mainly presented with high intracranial

pressure and epilepsy. Repeated cranial MRI revealed aggressive enlargement of subarachnoid space and

ventricles, multiple encapsulated cysts in sulei and fissures,

and parenchymal infiltration. Strong

enhancement in meninges and the encapsulated cysts could be seen in contrast - enhanced images.

Histologically, dense and uneven distribution of tumor cells was the main feature. Obvious atypia of nuclei

and proliferation of small vessels could be seen. Tumor cells were positive for GFAP. Ki-67 labeling index

was about 5% .

principle of treatment was temozolomide chemotherapy.

Conclusions

By brain biopsy, both cases were diagnosed as anaplastic astrocytoma (WHO 1I). The

For intracranial gliomatosis,

relatively distinct characteristics in brain MRI could indicate the diagnosis. Brain biopsy should be done as

early as possible for a clear diagnosis.
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Figure 1 Brain MRI and MRS findings of Case 1 on
February 14, 2014 revealed multiple lesions in bilateral
cerebral hemispheres, mainly in paraventricular white matter,
involving bilateral frontal, temporal, parietal and occipital
lobes, as well as the genu of corpus callosum. Part of gray
matter nuclei and subcortical tissue were also involved, and
the boundary of lesions was unclear. Axial FLAIR revealed
high - intensity lesions (arrows indicate, Panel la). Axial
contrast - enhanced T\WI revealed mild enhancement or no
enhancement (arrows indicate, Panel 1b). MRS revealed
abnormal metabolism of lesions with markedly increased
amplitude of Cho and decreased amplitude of NAA (Panel 1c).
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Figure 2 Brain MRI on May 8, 2014 of Case 1
indicated slightly enlarged lesions in right frontal -
temporal and left paraventricular areas. Axial FLAIR
showed the lesions were hyper-intensity (arrows indicate,
Panel 2a). Axial contrast - enhanced T/WI showed the
lesions were not enhanced (Panel 2b).
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Figure 3
obtained in left parietal lobe of Case 1. The dense tumor
cells presented atypia and capillary hyperplasia. Obvious
mitosis could be seen (Panel 3a). HE staining X 200 The
bodies and processes of tumor cells were positive for GFAP
(Panel 3b).  Immunohistochemical staining (EnVision) x
400 Ki - 67 labeling index was about 10% (Panel 3c).
Immunohistochemical staining (EnVision) X200

Optical microscopy findings of a specimen
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Figure 4 Brain MRI findings of Case 2. One month after onset (May 2013), axial T,WI revealed an abnormal signal with
hyper - intensity in left thalamus (arrows indicate) and dilated left Sylvian fissure (Panel 4a). Axial and coronal contrast-
enhanced T\WI presented with linear enhancement in bilateral temporal leptomeninges, ventricular ependyma around left
thalamus and quadrigeminal cistern (arrows indicate), but not in left thalamus (Panel 4b, 4c¢). One year after onset (April 23,
2014), axial contrast-enhanced T\WI showed markedly enlarged prepontile cistern, and increased cystic lesions in cistern and
sulci with linear enhancement (arrows indicate, Panel 4d). Axial contrast-enhanced T\WI revealed a new cystic lesion with
enhanced wall in left basal ganglia and an enlarged and enhanced mass in quadrigeminal cistern (arrows indicate, Panel 4e).
Axial contrast-enhanced T\WI revealed a new non-enhanced solid lesion appeared in left basal ganglia. The previous lesion in

left thalamus was enlarged and consistently non-enhanced (arrows indicate, Panel 4f).
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Figure 5 Optical microscopy findings of a specimen obtained in right temporal lobe of Case 2. Tumor tissue grew along the
meninges (Panel 5a). HE staining x 100 The spindle -shaped tumor cells had atypia, hyperchromatic nuclei and an increased
mitotic activity (Panel 5b). HE staining x 400 The bodies and processes of tumor cells were positive for GFAP (Panel 5c).
Immunohistochemical staining (EnVision) x 400 Ki-67 labeling index was about 5% (Panel 5d). Immunohistochemical staining

2 R 22 B0 TR AR Y A3 B ke A i S
oA R 0 2 BE R R 10 H & 2 AT
SR MRT A A, 52 50 22 A8 4k« ok X TS Ik A7
I NET AN E Xy N R NN A DA NG
PEALZE AR Y KR A2 B BT A AL AL
P8 RE I 98 J 25 0 S5 AL 5 DU & ATt o AT DL B R R Ak
R PR A R P e A A O 0 A ) ES Y XS S
LA KmAL RS2, HERKR 1 A ZARE
U MRI A 2 B € & 3025 M Fe g o b, & JS 1 4R
MRS 5 7R 22l B i Cho/Cr FEAE 24 4 2.50, #2 / Jif
Jed AL R ff 2 2 20 M) e i e J5 984 4= A A G = 4 R I
S J50 968 97 , 38 2 L ke I R S5 R O 9 Vi i
Bt am MRT AT UL 22 00 Fr 10 55 00 10 2 R0 55— i 5 % A8

375 k57 B I 5 Ak | DY 2 AR b i A2 R B R SR K .
7AA G, E A MRS, P08 At g 220 H 30— P
AR A B, g5 G ik T B R O, DL
O ST R R A7 A 4 i V) PN RS R A R TR B (R R
18 5L P i P e 5 9 o AR K R S e ) L M
W) 22 o 5 K T R 2 i S I T R S 1 SR R
R A i 2 A R ) R T R B D S A b R
A K i e A B IR 2 0 B . X — R A
) MR 86 25 A8 Ak 52 B0 T Mo B Je I 88 9 14 s HL 2 2o
T« 20 M ST I JSE U8 A A S ke ) TS It R
FRGAERKIE WY, 1 RN VA T T
B R 25 2R G K 5 [ e o 6 o 5 ) PR I B 2 A i
5 55 W S0 5 A £ AT 3R 2ok R P T R IR B



o E A 2 G 2 2015 4E 12 A S 15 555 1201

Chin J Contemp Neurol Neurosurg, December 2015, Vol. 15, No. 12 . 989

TE) DS A A A SRS T B A L o 2 R R R R
F2 52 2 Wi 2 51 A TR KRR T N e, (2R
FEHAAE R, L Sk 35 MRT 25 3 A4 R B Z R it 5

A0 M S J5 88 96 TG R S M I R SR B, E R
Shy P R £ B I A B R A s ok ) R
B2 W SR A AT 5 1 2 M A 22 s A 22 RR O 5 ik
8 T v R A8 R T AT % R U R AR R SR R B
FIE 5 995 2 F R B B DA 0 I R B ARG RE IR RN B
W R A ZEANEAEREE T .
B R KT AR o B AR T S5 R A0 T ok ) S
HIG 2 28 48 A K I 320 B 80, AR 9 98 4 i PR
PR R ARAR 7 SR A A A A e AR 2 A
PE 2 24k 2 Y éﬂ%%i&%ﬁ%&%ﬁmlﬁ%%@
JE T B AIG VA N 2 R A LA — o R R
H AT, X 2 ki B5E e o 973 9 1¥ TG B3 Ak 1 A RGE 97 O
2, WEAE B 2R BUSA IR IT IR A kYT r %L iR
A I DR UL 22 3IE 52, 5 R R i A 7 e e i 3 T T
HE L% LT 40 B I8 1 s Bl 2k AR

X AR 3C 2 5] £ K 12 W R B A BT L A BB R A8 XTI
PR B W DA 3R 5 P S5 98 9 A7 BT DT Rk, R S O 481 2
i R S5 96 o BB R T 2 AT Sk BB MRT A &, AT
EE AR 20 T i s F R R, o R i 5
BT

Z % x Wt

[1] Chen S, Tanaka S, Giannini C, Morris J, Yan ES, Buckner J,
Lachance DH,
characteristics,
2013, 112:267-275.

[2] Mattox AK, Lark AL, Adamson DC. Marked

cerebri  to

Gliomatosis  cerebri:  clinical

Parney IF.

management, and outcomes. J Neurooncol,
response of

gliomatosis temozolomide and  whole  brain
radiotherapy. Clin Neurol Neurosurg, 2012, 114:299-306.

[3] Wang YJ, Ma XL, Piao YS, Fu YJ, Chen L, Lu DH.
Gliomatosis cerebri: a clinicalpathologic study of 37 cases.
Zhontwhua Shen Jing Ke Za Zhi, 2014, 47:159-162.[ FHEA, &

Gei, ANH G, AT, BRAT, PR RN RS SRS 37 911 IR
fpﬁiﬂﬁ*ﬁ hAER 2R, 2014, 47:159-162.]

[4] Taillibert S, Chodkiewicz C, Laigle - Donadey F, Napolitano M,
Cartalat - Carel S, Sanson M. Gliomatosis cerebri:
296 cases from the ANOCEF database and the literature. ]

Neurooncol, 2006, 76:201-205.

a review of

[5]

[6]

Inoue T, Kumabe T, Kanamori M, Sonoda Y, Watanabe M,
Tominaga T. Prognostic factors for patients with gliomatosis
cerebri:  retrospective analysis of 17 consecutive
Neurosurg Rev, 2010, 34:197-208.

Chappé C, Riffaud L, Tréguier C, Carsin-Nicol B, Veillard D,
Chiforeanu DC, Grill J, Frappaz D, André N, Millot F, Vinchon

M, Sirvent N, Edan C. Primary gliomatosis cerebri involving

cases.

gray matter in pediatrics: a distinct entity? A multicenter study
of 14 cases. Childs Nerv Syst, 2013, 29:565-571.

Kandula S, Saindane AM, Prabhu RS, Hanasoge S, Patel KR,
Shu HK, Curran W], Crocker IR. Patterns of presentation and
failure in patients with gliomatosis cerebri treated with partial -
brain radiation therapy. Cancer, 2014, 120:2713-2720.

Wang XF,
gliomatosis cerebri: a case report and review of literatures.
Zhongguo Xian Dai Shen Jing Ji Bing Za Zhi, 2011, 11:242-248.
[FATw, SRS, WRAI. N e SR8 9 194 I DR g 2L~ 5 AIE -
9 40 5 e SCRRZ3 3. B BAR Rl 28 B 2 R, 2011, 11:242-
248.]

Cooper IS, Kernohan JW. Heterotopic

Zhang S, Chen YP. Clinicopathological features of

glial nests in the

subarachnoid space: histopathologic characteristics, mode of

origin and relation to meningeal gliomas. J Neuropathol Exp
Neurol, 1951, 10:16-29.

Riva M, Bacigaluppi S, Galli C, Citterio A, Collice M. Primary
leptomeningeal gliomatosis: case report and review of the
literature. Neurol Sci, 2005, 26:129-134.

Ashworth B, Gordon A. Leptomeningeal gliomatosis. J Neurol
Neurosurg Psychiatry, 1994, 57:471-473.

Yamasaki K, Yokogami K, Ohta H, Yamashita S, Uehara H,
Sato Y,
gliomatosis. Brain Tumor Pathol, 2014, 31:177-181.

Kim SH, Jun DC, Park JS, Heo JH, Kim SM, Kim J, Paek SH,

Kim M. Primary diffuse leptomeningeal gliomatosis: report of a

Takeshima H. Case of primary diffuse leptomeningeal

case presenting with chronic meningitis. J Clin Neurol, 2006, 2:
202-205.

Guo X, Zhong D, Ma W.
medulloblastoma: a rare case. Clin Neurol Neurosurg, 2012, 114:
1181-1184.

Davila G, Duyckaerts C, Lazareth JP, Poisson M, Delattre JY.
Diffuse primary
1993, 15:45-49.

Fernandez-Vega I, Saiz A, Santos-Juanes J, Pina-Batista K, Corte-

Primary  leptomeningeal

leptomeningeal gliomatosis. J Neurooncol,

Torres MD, Astudillo A. 64 year-old woman with longstanding
migraine: primary diffuse leptomeningeal gliomatosis (PDLG) (WHO
Grade Ill). Brain Pathol, 2015, 25:365-366.
Kitahara M, Katakura R, Wada T, Namiki T, Suzuki J. Diffuse
form of primary leptomeningeal
Neurosurg, 1985, 63:283-287.
Hansen N, Wittig A, Hense J, Kastrup O, Gizewski ER, Van de
Nes JA. Long
gliomatosis
report and literature review. Eur J Med Res, 2011, 16:415-419.
(s H 19 :2015-11-03)

gliomatosis: case report. ]

survival of primary diffuse leptomeningeal

following radiotherapy and temozolomide: case



