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Table 1 Complications of HIV infection in central nervous system
-July 2000 August 2000-April 2003 May 2003-November 2005
Toxoplasmic encephalitis 3 1 2
PML 2 1
Cryptoccocal meningitis 1 1 1
Primary CNS lymphoma 1 1
HIV encephalopathy 5
Tuberculous meningitis 1
Cytomegaloviral encephalitis 1
Other Unknown 1 Viral meningitis 1
Amebic encephalitis 1 Hydrocephalus 1

Total 7 5 13
HIV infectious cases (AIDS cases) 106 (19) 231 (56) 363 (127)
Rate of CNS complications with AIDS 36.8% 8.9% 9.4%

PML: Progressive multifocal leukoencephalopathy

Table 2 Counts of CD4 + lymphocytes and HIV viral load before and after HAART

Case 1 2 3 4 5
CD4 + lymphocytes 71— 276 11 — 281 8§—74 17 — 244 5—259
(before — after HAART)
(/ud)

HIV viral load 2.1x10° 53x10° 53x10° 1.2x107 1.3x 106

before — after HAART

betore = alter ) <50 —~< 50 —<50 = 12x108 =< 50

Table 3 Findings of cerebrospinal fluid at time of HIV encephalopathy diagnosis
Case 1 2 3 4 5

Cell counts (/) 2 5 7 3 47
Protein (mg/dl) 45 46 50 25 21
Glucose (blood glucose) (mg/dl) 29 (80) 48 (100) 48 (126) 48 (96) 85 (244)
B-2 microglobulin (ug/mi) 7.1 — — 35 3.7
HIV viral load (copies/ml) 59x 104 — 1.7 x104 1.83x103 9.3x10

—: not examined
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Fig. 1 Brain MRI (FLAIR) of case 1
A and B which were done at admission, revealed a diffuse lesion with high signal in the brain stem,

cerebellar peduncles and cerebral white matter, atrophy of the basal ganglia and frontal lobes. C and

D, which were done at 6 and 31 months respectively after HAART, showed that diffuse cerebral atro-

phy in the white matter had remarkably progressed.
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Fig. 2 Brain MRI (T2 weighted image) of case 4
It revealed that the diffuse high intensity area in cerebral

white matter spared the subcortex.
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Abstract

Clinical features and courses of 5 cases with HIV encephalopathy

Rina Hashimoto, M.D."”, Eiichiro Mukai, M.D.”, Yoshiyuki Yokomaku, M.D.?,
Naoto Mamiya, M.D.” and Motohiro Hamaguchi, M.D.”
"Department of Neurology, National Hospital Organization Nagoya Medical Center
“Department of Infectious Disease, National Hospital Organization Nagoya Medical Center
“Department of Clinical Reseach Center, National Hospital Organization Nagoya Medical Center

Clinical features and courses of 5 cases with HIV encephalopathy were reported. The subjects were among
the patients registered as HIV patients at the Nagoya Medical Center, between 1996 and 2005. There were 458 pa-
tients with HIV infection including 127 cases of AIDS. All patients suffered from severe immunological deficiency
when HIV encephalopathy developed. Other opportunistic infections had also occurred in three patients. HIV en-
cephalopathy was one of the presenting manifestations of HIV infection in four patients, and no patients had re-
ceived antiretroviral therapy. HAART improved motor disturbance and their ADL became independent except
for one case. Improvements in neuropsychological examination scores were noted in all cases. Recovery from psy-
chiatric symptoms, however, was incomplete. Four patients could not work, and 3 needed psychological treatment
due to behavioral abnormalities. HIV encephalopathy is not a lethal disease but the functional prognosis was very
poor. New therapy is needed for HIV encephalopathy.

(Clin Neurol, 48: 173—178, 2008)
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