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[ Abstract] Objective To investigate the clinicopathological features of pleomorphic
xanthoastrocytoma with anaplastic features (PXA - A). Methods The clinical manifestations, imaging,
histopathological features, and immunophenotype were analyzed in one case of PXA - A, and relevant
literatures were reviewed. Results The patient was a 58-year-old woman. MRI examination revealed a
parenchyma mass with irregularly long Ti and long T, signal in right temporal lobe and basal ganglia region.
The border was clear and peritumoral edema was inconspicuous. The mesocephalon and right ventricle
were compressed, and the midline was shifted to left. Enhanced MRI showed multiple flaky and nodular
enhancement. Histologically, tumor cells showed remarkable cellular pleomorphism, and they were
composed of mononuclear cells, multinuclear giant tumor cells, frothy tumor cells and spindle cells.
FEosinophilic granular bodies and intranuclear inclusions were seen. Tumor cells in partial regions were
intensively arranged, with obvious atypia. Immunohistochemical analysis showed immunoreactivity of the
cells to glial fibrillary acidic protein (GFAP), Vimentin (Vim), S-100 protein (S-100), neuronal nuclei
(NeuN) and P53. The cells showed a negative reaction for synaptophysin (Syn), chromogranin A (CgA),
neurofilament protein (NF), CD34 and isocitrate dehydrogenase 1 (IDH1). The Ki-67 label index was
8.20% . Conclusions PXA-A is a rare tumor. The imaging features can offer a few diagnostic cues.
However, a definite diagnosis depends on the histological and immunohistochemical features.
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Figure 1 Cranial MRI findings. Axial T'WI showed low - intensity signal of right mesial temporal lobe and basal ganglia (arrow

la

indicates, Panel la). Axial ToWI showed high-intensity signal of right mesial temporal lobe and basal ganglia (arrow indicates, Panel
1b). Axial enhanced T\WI revealed multiple flaky and nodular enhancement of the inside of the lesion located in right temporal lobe
(arrow indicates), and the midline was shifted to left (Panel 1¢). Axial enhanced TiWI revealed multiple flaky and nodular enhancement
of the inside of the lesion located in right basal ganglia (arrow indicates, Panel 1d).

5 7L ] 5 - P > & | .,
- NN Ty W - & 4 igh s (3 ! e a1
& b, ‘. > 2 n. ' v;h), * N . P.. b, . : P l . |
M LBy AR B T S ACE A
"."" - 'n_“ - - 2 ) # ..'-&"t".'.‘ ‘w g"' $ ":.";.r . '4

B A B wh T G T W e e S 5 e
DN 3t S T R e Vg oA
. b o s s % e ':‘.‘- .‘,‘” ‘ £ ] "'._ .‘
% By e = Pkl .Y o -t 2 - Y1Y can

-» o l# P -J:o‘;f‘.* /_.‘ " - Sgré .‘. o, e SN ""‘~
- T ey o L R N ISR T R L G e
» - ¥ - - e - < . - A
P BF “l_‘__;.. WAy o o .?.. CNS <9 APl e
- : » % T 2 & o B.t?";-' £~ S ato ‘Oaps Y
% BN, .ﬁg" o <"._ D B e f:n»?:' A% ' s -
Nl o 2 W T P D v S 2 v Sy e
stk S ) ) 4 AR o e R+
Ay e L YR AT S B L MaS ey e Y .
i '“_“‘ " "' Q,._ r . q“v":;.-_"‘ 1'. _lw = -;.:‘.’ ..-:‘.?*I :". @
\.:; ‘9“_' “:-“"'_‘rl;\!" .Nz"f"-.. - nL __dl- ':.‘ﬁ."gﬂc . '3.‘\!0‘“'.’ o - ._"'--"“r N :u:
B2 St WA WE T HEY @ x400 2a R A0 5L 2200 M | bl B A A0 R w22 A8 I A6 S VR R I 9 A L R R T A

ok iapr e WAL (8 AN S R I RO R N L A A R N U5 A i s i - T ) 1 0 g WL T O ) O |
PEBT I, BT s

Figure 2 Optical microscopy findings. HE staining
composed of mononuclear cells, multinuclear giant tumor cells, frothy tumor cells and spindle cells.
intranuclear inclusions, and scattered or focal lymphocytic infiltrates were seen (Panel 2a). In some areas, intensive cells were atypical
and nuclear/cytoplasmic ratio was increased (Panel 2b).

x 400 Tumor cells showed remarkable cellular pleomorphism, and they were
Eosinophilic granular bodies,

FE o b ) AR RRAE 1 22 T8 M B (0,96 A AL T 4 T T
PUIsUR IR AT 2208 1 B 6 988 784 5L T 400 9 ik e i
K . Hirose 5% /2008 4F LA M Kahramancetin Al
Tihan *'2013 42745 Y, B 987 28 21 v oR DA% 43 2

5] it

Z Ik R TR 40 R R — A TS AR X
BEUE 0 TR AN M R R R AR T ORI R AL, R

ZRAEFEA KRB LA LS . ZHEE R
A AE R O RE AR, B A SRR GE , R R R R
AT 5 40 47 BIVREAS 4 U7 i 8 1) 8 5 HOf
AR IRy e o AR A RO R T R A
[ 728 5k 4 22 98 1 B € R 1Y R 08 A, SR B b
JE3 A 22 T PR Ok, /N o AR AR O S, L W
B REHZ (= 5110 4@ A5 ) A (=) 3R

% =510 1 5 L EF (HE B DL R A o0, B A
F AR 1] A5 IRBE 148 P R 3 A= L Ki-67 Bt s bR ic 48
= 5%, 75T B2

£ 18] A8 R AE 1) 22 T8 P 2 (008 78 L P 4t it o3 iR
F R 3 2 B Ry S IR R R A AR o S B
JeA VR B A O A B 3R 11 S B A i B, 3 5
i AT U0 9 45 s RE R AL . LRI A SO S R



. 1094 - op [ B 2 PR A K 2014 4F 12 H B 14 558 120

Chin J Contemp Neurol Neurosurg, December 2014, Vol. 14, No. 12

showed partial cell proliferation index was high (Panel 3d).
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Figure 3  Optical microscopy findings. Immunohistochemical staining (ABC) x400 Tumor cells were diffusely positive for GFAP
(Panel 3a). Tumor cells were diffusely positive for Vim (Panel 3b).

A few tumor cells were positive for NeuN (Panel 3¢). Ki-67
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