rf [ BEAR A 28 P 22 R 2016 4E 8 A 16 54581 Chin J Contemp Neurol Neurosurg, August 2016, Vol. 16, No. 8

VNS SR AR D\ VSR ISR HE IS R VR Ul L

e

ES R

2 NS S i 6 o 1 A O B A7 1k 2 e A

Pu 151 53 By

SERE AF O FHE=E IR

%

(FE] HBY g5 A58 GG 5 (HIV) A 3 JE AT 1 22 K 1 5 A0 5 100 11 R 28 30 L 52 36 ==
AR RIT TR o Ak BUBA T 4 B2 HIV A DGR AT 1 22 kP 1 D s RS A I A R
Rho GEER AR G PR R R BN IR N Y 4 2l B BRRE R R AT 7 1 1 T IR IR L1
Sk R PR R B WO T o Sk MRT A R B0 B BE 8 O% , oW 2 AE S oW R FLAIR BUR 55 15
SDWI R MG S R B S 5S8R R W SR Ak . 2 B T R A B S BT L R
AR 20 AN RATREST HIVIRIT F m W BUs AN 8538 HIV ARG HEA T M 22 kb 1 1 3 i s s IR
A AT P S ) o 2 T B B LR IR O L B AR e B R | RN O % e o R 38 T SR R 3 T LA

[XB|E] HIV: WA, T2 A PO SR RIRYT 8GR BUR

Clinical analysis on HIV - associated progressive multifocal leukoencephalopathy:
report of four probable cases

GU Fu-rong, QIN Jie, LI Qing-yun, XU Xiao-lin

Department of Neurology, Tianjin Huanhu Hospital, Tianjin 300350, China

Corresponding author: XU Xiao-lin (Email: hhyyxxl@163.com)

[Abstract] Objective To summarize the clinical manifestations, laboratory and MRI examinations,
treatment and prognosis of 4 patients with human immunodeficiency virus (HIV) - associated progressive
multifocal leukoencephalopathy (PML). Methods The clinical data of 4 patients with HIV - associated
PML was retrospectively analyzed. Results All of the 4 cases presented with progressive neurological
function deficit and limb weakness. One case was accompanied by dysphasia, and one by dizziness. These
symptoms got worsened as time went on. Cranial MRI revealed demyelination, hypointense signal in T\WI,
hyperintense signal in ToWI and FLAIR. DWI revealed central hypointense and peripheral hyperintense
signal. Enhanced scan revealed no contrast enhancement. Two cases were treated with highly active
antiretroviral therapy (HAART), and the longest survival was 20 months. Patients who did not take
standard anti-HIV therapies had a poor long-term prognosis. Conclusions Patients with HIV-associated
PML mainly present progressively worsened neurological function deficit. The imaging manifestations are
typical. Early and timely HAART may play a role in the treatment.
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of the lesion in left centrum semiovale (arrow indicates, Panel 2d).
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Figure 1 Cranial MRI findings of Case 1 Axial FLAIR one month before admission (May 2, 2015) showed hyperintense signal in left
centrum semiovale (arrow indicates, Panel la). Axial DWI on admission (June 4, 2015) showed multiple lesions with hypointense signal
in the center and hyperintense signal in the periphery located in left parietal lobe and left paraventricular area (arrow indicates, Panel
1b). Axial FLAIR showed hyperintense signal in left parietal lobe and left paraventricular area, and the lesion was enlarged (arrow
indicates, Panel 1c). Axial enhanced T/WI showed no abnormal contrast enhancement (arrow indicates, Panel 1d).
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Figure 2 Cranial MRI findings of Case 2 Axial T,WI (January 4, 2014) showed patchy hyperintense signal in right medulla (arrow
indicates, Panel 2a). Axial FLAIR showed multiple patchy hyperintense signals in bilateral paraventricular areas (arrows indicate, Panel
2b). Axial DWI showed central hypointense and peripheral hyperintense signal in left centrum semiovale, and patchy hyperintense
signal in right centrum semiovale (arrows indicate, Panel 2¢). Axial enhanced T'WI (January 7, 2014) showed no contrast enhancement
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Figure 3 Cranial MRI findings of Case 3 Axial DWI (February 26, 2013) showed irregular lesion located in right frontal and parietal
lobe, with central hypointense and peripheral hyperintense signal (arrow indicates, Panel 3a). Axial FLAIR showed patchy hyperintense
signal in right frontal and parietal lobe (arrow indicates, Panel 3b). Axial T.WI showed patchy hyperintense signal in right frontal and

parietal lobe (arrow indicates, Panel 3c¢). Axial enhanced T/WI (March 4, 2013) showed no abnormal contrast enhancement (arrow

indicates, Panel 3d).

B4 485 LBMRIGEN L 4a W DWI(20124E 2 1 19 H) s, A7 00 15 i {57 R A B0 AL, 9 kE 5 i sG55 LA
BB A REES (L FTR)  4b BT FLAIR LR R, AL 0 O BE A AR R S 5 5 (B iR )  4e EARDOZ3E 38 T W
(201242 A 24 H) B8 AL 5 X FEsR AL (B Sk BTR)  4d BEWTIE T.WI(20124F 3 A 8 H ) /R, A4 IO - A B0 000 555 1 B 5=

W RS A BT R (i Sk s )

Figure 4 Cranial MRI findings of Case 4 Axial DWI (February 19, 2012) showed central hypointense and peripheral patchy
hyperintense signal of subcortical irregular lesion in right parietal lobe (arrow indicates, Panel 4a). Axial FLAIR showed patchy
hyperintense signal in right centrum semiovale (arrow indicates, Panel 4b). Coronal enhanced T\WI (February 24, 2012) showed no
abnormal contrast enhancement of the lesion in right parietal lobe (arrow indicates, Panel 4c). Axial T.WI (March 8, 2012) showed
irregular patchy hyperintense signal in right parietal and occipital lobe, and the lesion was enlarged (arrow indicates, Panel 4d).
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FAR BRI F-1  thyroid transcription factor-1(TTF-1)
5 AR A 2

Mini-Mental State Examination( MMSE)
IR BRIV sympathetic skin response(SSR)
WA YR 1T glial fibrillary acidic protein(GFAP)
PR A SCE 1-2  contactin-associated protein 2( Caspr2)
LER KRR Mycobacterium tuberculosis(MTB)
SR ERAEANED

purified protein derivative of tuberculin(PPD)
LERAEIRIEE R tuberculous meningitis(TBM)
HEAT 1 22 kb 1 5

progressive multifocal leukoencephalopathy(PML)
ZFHBEAIFL transcranial magnetic stimulation(TMS)

HiZ 8Bl resting motor threshold(RMT)
E M5 cytomegalovirus(CMV)
RABEEE LN polymerase chain reaction(PCR)
KW Bacillus Calmette-Guérin (BCG) vaccine
R F Bl % pneumocystis carinii pneumonia(PCP)
PP anti-nuclear antibody(ANA)
PG SRR #EIT VL antiretroviral therapy (ART)
U EBEA MBI  anti-parietal cell antibody(APCA)
PLOBENR PR anti-cardiolipin antibody(ACA)
0 A A L B A

anti-neutrophil cytoplasmic antibody(ANCA)
AR UERZPE extractable nuclear antigen(ENA)
SHLPEEBER vacuolar myelopathy(VM)
PO I3 SN Z IR rapid plasma reagin(RPR)
BRI A AL YIEE  horseradish peroxidase(HRP)
RIEHLEEY)  lupus anticoagulant(T.A)
fB 4% traumatic brain injury(TBI)
MR IR EMR  Treponema pallidum(TP)

WINTE

TR 5 W% B 13
enzyme-linked immunosorbent assay(ELISA)
2 E M 0 American Type Culture Collection(ATCC)
Infectious Diseases Society of America(IDSA)
FE My Fl2% 2 American Thoracic Society(ATS)
SR AR RBP4 3
Montreal Cognitive Assessment(MoCA)

B i o A RN SR IR

immune reconstitution inflammatory syndrome(IRIS)
A PLIRZIK  chimeric antigen receptor( CAR)
BF A Hashimoto’s encephalopathy (HE)
ANRKGFEGEFR T human immunodeficiency virus(HIV)
NS T I T A 30 SR 0 7

human T-lymphotropic retroviruses( HTLV)
A EEEIRXLE  latex agglutination test(LAT)
WEIEWE  methyl thiazolyl tetrazolium(MTT)
R BESUE  epithelial membrane antigen( EMA)
WAL FHEE  nerve conduction velocity(NCV)
M- WA 435 neuromuscular junction(NMJ)
P TT R SEE G REALET  neuron-specific enolase(NSE)
b S R - SR TR TR e B VK

sodium dodecyl sulfate-polyacrylamide gel electrophoresis

(SDS-PAGE)
WA ZEHER  neuromyelitis optica( NMO)
AR optic neuritis(ON)
KIG-HAREIN# varicella-zoster virus(VZV)
KMBEE 14  aquaporin 4(AQP4)
088 45 20> 9 52 I 2 LA AR

myelin oligodendrocyte glycoprotein(MOG)

B SRR A 5
collapsin response mediator protein S(CRMP5)



