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T®»H Y, HTLV-1 SEREERE (Fx ) 7 —) O—F» 5%
FET BB HEOFREE 4 & b 74 ) FEEEBUMRA (X HTLV-
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< <, HDSR20 fi, MMSE 21 /. 5&EB)% Tl bk oo 43k
BRI Z A &, T T A+ (manual muscle testing :
MMT) T L% 4, TH 1 OfIRT & TR O % » & o7z,
N RIS DU CICHE L, BERMR & RSB S ISFR S N7z,
JRER T T CIREIE OSSR D, HAMRSR
TR & PRIRREE A A L D7z,

AT R« Mgy - A b IR FEEFE 270me/dl, 7
L7 F =7 172mg/dl L REOEREREL AL O 5, R
e L. ERRA T, F 110mmH0, A8l it g,
Mifa%6/ul, X 6lmg/dl, # 54mg/dl, IgG index 0.70 T,
E A L IgG Index 25EMETH o 72, 1Lis HTLV-1 Hitk (PA
1)16,384 £, i HTLV-1 $iufk (PA :)512 £%. Ifiid HTLV-
172y 4 VAR 74%, B A+ 771 ~ i 158pmol/ml &
#ET HLA ¥ 4 ¥ > 713 DRB4 040301 (DR4), 090102 (DR
9)THh o7z, ABEBroTEE MRI Ti&, TR % FLAIR
MR CHMRIESE, HEERSHEOL#HsEETZEL T
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1).
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Fig. 1 Brain MRI Axial T2-weighted image (a; 1.5T, TR 3,100ms/TE 119.0ms) and Coronal fluid at-
tenuated inversion recovery (FLAIR) image (b; 1.5T, TR 11,002ms/TE 82.5ms) show high intensity
areas in the deep white matter dominantly in the frontal lobes. Ti-weighted image (c; 1.5T, TR

695ms/TE 10.0ms) and T2-weighed image (d; 1.5T, TR 3,800ms/TE 120ms) show diffuse atrophy of
the spinal cord.
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Clinical symptoms
MMT (L/E) 1 . .. —— 2~3

Delirium
tremor
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C
dysesthesia _

Urinary dysfunction

Clinical data

CSF neopterin (mol/ml) 158 89

Peripheral blood
Proviral load (%) 74 10.5
Activated T cell (%) 481 483 473
CD4/CD8 0.98 097 0.95
Thl/Th2 1.026 0.925 0.818

Fig. 2 Clinical course.

Table 1 Cases of HAM after renal transplantation.
Author (year) This case Kuroda et al Nakatsuji et al Shintani et al Zarranz et al Kuroki et al
¥ (2009) (1992) (2000) (2001) (2003) (2007)
Age/gender 54/M 32/M 54/M 56/M 54/F 57/M 40/M
Kidney LR LR
(donor) (sister) (mother) cD 2 28 cD 2
Immunosup- CYA/ CYA/MZR/ CYA/MME/ CYA/MZR/ CYA/ CYA CYA/MME/
pressants mPSL mPSL/AZA mPSL mPSL mPSL : mPSL
Period after . o o o o .
transplantation 10 months 11 months 4 years 7 years 2 years 2 years 17 months
Proviral load 7.40% unknown unknown unknown 12.44% 16.44% 0.83%
Treatment IFN-o IFN-0—PE unknown PE PSL PSL PE
tremor motor
Effect and motor functions; unknown unknown not unknown tremor;
functions; temporarily effective improved
improved improved

Abbreviations: LR, living-related renal transplantation; CD, cadaveric renal transplantation; CY A, cyclosporin; mPSL, methylpredoni-
solone; AZA, azathioprine; MZR, mizoribine; MMF, mycophenolate mofetil; PE, plasma exchange; PSL, oral predonisolon
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OWTRAZETH o 72 HTLV-1 71 1 )V AR, iGHER
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@A sTReAs s 4 F—EhE 24 L CRIZE
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B 5FICHAM 23fEL7:. 202 &3, HTLV-1 &3 T
Al <> HTLV-1 55409 CD8 By A fs S T Mg 22 & o %
FEVES A b AA VEAZIHRIT B ICEAR TS TH o2 &N
R EN S IFN-o 12 & 2%, Thl/2 DT AR LD 5
YA M AA 2o Thl B#EEISEE L2 L, #Est 7
7 Y OETFREHAEOUHEAA SN2 L &b TH
BWRERTH o2 LM L7z L L, Bk sz & h 5+
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Wi Sb% 2 hholz.
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BRMEL e 10 6] (AR 7, BE R 3 #1) 120
WTHE L, 2095 4 61 (AR 361, B 1 51)
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X W

1) Osame M, Usuku K, Izumo S, etal. HTLV-l-associated
myelopathy, a new clinical entity. Lancet 1986;1:1031-
1032.

2) Kuroda Y, Takashima H, Yukitake M, et al. Development
of HTLV-1 associated myelopathy after blood transfusion
in a patient with aplastic anemia and a recipient of renal
transplant. J Neurol Sci 1992;109:196-199.

3) Nakatsuji Y, Sugai F, Watanabe S, etal. HTLV-I-
associated myelopathy manifested after renal transplan-
tation. J Neurol Sci 2000;177:154-156.

4) Fravsdi, BT RAC AU . IE B HTLV-1
BEPEFBERE 2 A PR L7 180 (). BAE 2001364

5) Zarranz ], Gomes J, Rouco I, et al. Post-transplantation
HTLV-1 myelopathy in three recipients from a single do-
nor. J Neurol Neurosurg Psychiatry 2003;74:1080-1084.

6) MAKT, & I TAEAL. FBAEMEZIC HTLV-1 B
TEHBIIE 2 S8 L, RS2 MRI i b & 320 S0 ihE
DEMEEDLIIZ 16 (). BRMKE 2007:48:222.

7) Tjichi S, Tzumo S, Eiraku N, et al. An autoaggressive proc-
ess against bystander tissues in HTLV-I-infected indi-
viduals: a possible pathomechanism of HAM/TSP. Med
Hypotheses 1993;41:542-547.

8) MMEEEA A4 7 1 AR ¥ Med Immunol 1991;22:775-
784.

9) REBAZ, RIS AMANATR A7 04 FO5F3Am
PEH BT 1000 55 R 2000;40:148-156.

10) i B0 4% — BB, SR HMHIBR . S AR 2005;54:1975-1979.

11) Matsuzaki T, Nakagawa M, Nagai M, et al. HTLV-I provi-
ral load correlates with progression of motor disability in
HAM/TSP: Analysis of 239 HAM/ TSP patients including
64 patients followed up for 10 years. ] Neurovirol 2001;7:
228-234.

12) Nakamura N, Tamaru S, Ohshima K, et al. Prognosis of
HTLV-1-positive renal transplant recipients. Transplant
Proc 2005;37:1779-1782.



AR R HTLV-1 B8 2 J8E L 72 1 ) 50 : 245

Abstract
A case report of HTLV-1 associated myelopathy (HAM) manifested after renal transplantation

Yuri Inose, M.D., Shigeo Akiyama, M.D., Atsuko Mochizuki, M.D.,
Yuko Shimizu, M.D., Makoto Iwata, M.D. and Shinichiro Uchiyama, M.D.
Department of Neurology, Tokyo Women'’s Medical University, School of Medicine

We report a 5l-year-old man with human T lymphotropic virus type-1 (HTLV-1) associated myelopathy
(HAM) manifested 10 months after renal transplantation. He had progressive spastic paralysis and neurogenic
bladder for 10 years.

HTLV-1 antibody are positive both serum and cerebral spinal fluid (CSF).

Althoght HTLV-1 was not examined in the donor, it was suspected that the patient was infected by renal
transplantation. After treatment of interferon-o. (IFN-or), his motor function had improved and neopterin in CSF
was decreased from 158 pmol/m! to 89 pmol/ml.

This is a rare case of HAM after living renal transplantation. Cyclosporin and methylpredonisolone are used
as immunosuppressants for preventing graft rejection. Time for developing HAM after renal transplantation was
shorter than patients after cadaveric renal transplantation.

More investigations are needed to clarify the mechanisms in the development of HAM associated with renal
transplantation.

(Clin Neurol 2010;50:241-245)
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