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Kidney Transplantation and Human T-Lymphotropic Virus Type I-Infected Patients

Junji Yamauchi*?, Naoko Yagishita®, Hitoshi Ando”, Tomoo Sat »  Natsumi Araya?, Ariella Coler-Reilly”,
Naohiko Imai”, Ryuto Nakazawa®, Hideo Sasaki®, Yugo Shibagaki”, Takashi Yasuda®, Tatsuya Chikaraishi®,
Kenjiro Kimura”, Yoshihisa Yamano®”

Division of Nephrology and Hypertension, Department of Internal Medicine,

St Marianna University School of Medicine”

Department of Rare Diseases Research, Institute of Medical Science, St Marianna University School of Medicine”
Department of Urology, St Marianna University School of Medicine®”

To assess the safety of kidney transplantation to and from patients infected with human T-lymphotropic virus type
I (HTLV-1) , past cases were reviewed using literature (12 case reports and 6 case series) available on PubMed,
SciVerse Scopus and Ichushi-Web (for Japanese literature) . Data points analyzed include : age, seropositivity of
HTLV-1 in donor and recipient, immunosuppressive agents, follow-up period, the incidence rate of adult T cell leuke-
mia (ATL) and HTLV-l-associated myelopathy/tropical spastic paraparesis (HAM/TSP) . Among the case re-
ports there were 11 patients who developed ATL and 6 patients who developed HAM/TSP following kidney trans-
plantation ; of these, 2 ATL and all 6 HAM/TSP patients were seronegative before transplantation. Among all 6
case series, which included 69 transplants in which either the donor or recipient or both were HTLV-1-positive, no
patients developed ATL or HAM/TSP post-transplant. In addition, at our hospital, we used blood samples from
HAM/TSP patienfs treated with oral prednisolone or methylprednisolone pulse therapy to assess the influence of
corticosteroids on HTLV-1 proviral load. Proviral loads were not significantly different from before to 12 months af-
ter the corticosteroid therapies. In conclusion, HTLV-1 can be transmitted via transplantation and cause ATL or
HAM/TSP in some recipients. The influence of the immunosuppressive drugs used with kidney transplants remains
to be elucidated.

key words HTLV-1, ATL, HAM/TSP, kidney transplantation
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%2 DPIESERNOBITE L EHM (CPE: CNS penetration-effectiveness) itET S HIVED T > 7 iF

(Spudich S, et al. Cold
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sEAn#(H)
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g 1.OE+0Y
E5.0E+08 -

0.08400 | 4 e |
§ Contreol (n=8) E Lactoferrin (n=8) |
W Fl4MTue

3 Invivo € A =3 2 TRIC & B IBEMAIER (EL4-Luc $BHR)
a: EL4/Luc 2% 5 4 1 A28 20 0 H % T bLE #6586 45 & O M o485 4 RI7R L

7z, HRHEF(R) ¢ EL4-Luc bLF #%45-0F (n=28).

HIM(B) : Eld-Luc (1 =8)

b #Mlades Q HHB L 20 HHILBET S dnwvive 4 A— ¥ 0 VG RER LI
c IS 20 H HAS BT A5 R R L7z, A (R) ¢ Bl4-Luc bLF 5 #(=8).

(B} © EL4-Luc M1 (n=8)

CD4 # X OF PE BBt~ 7 A CD8(% 1% BSA/
PBS C 20 RN L72) 2 10uL i F L, 4CHN
HUTFC—IETREIS T 17272, £ D1,
PBS(-)C 104 x4 M3 L, 5% 7 Ytr—i
(Tris~HCI(pH74) : 10 mM, 1, 4-diazabicyclo—2, 2,
2-octanc[DABCO], 25 g/L, MERCK #k) 12 C#H)

ALz, Z®#, nanozoomer(HER 7 4 b= ¥
ANTHREE L 7=
R

1. YOADOGFEEEKE

AEER T, 18 B C57BL/6J-Tyre?/] (136
albino @ H-2b) = & 212 2% bLF AEH % B &
W7 | EB#IC BL4/Gax B & U EL4 #ifle %
TG CBML (B ). #4025 4
DOEIEE I HB XICHE LA, LR 5 &
%V AOREEINCHBEZEEED LN do
7o BLA/Gax #i B3 bLFEI(OHE, 1411 B :
21.8+06g 216=11lg XA MFEOHHA, 141

H:220=x11g 219+09¢g), EL4AHM i : bLF #F
(OLH, MHE :216+13g 215+08¢g) & &
EREOHE, 1401 :216+04g 217407
T 7.

F7z, FARRICBWTH AL L LT bLF
BEHECHAERERBO bR, o72. EL4/
Gax Hilfg : bLEF #E BIE, 5H 41 mL, 38mL)
EXTEREE(L [|IH, 51 44 mL, 42mL), ELAH
B bLEF B0 H, 58HE :39ml, 38mL) &R
B WE, 5\H: 46 ml, 41 mL)Ch-o7z,

2. MEZICXIESHEROLLRER

EL4/Gax 3 L O° ELA e #5- S HH & 3 H
BEICHERT, WL 2 FATRE 4Aifts
FUBATREHIL, ZORE R0 D Z & Tl
LA Fofi%, TL4 il c bLF 5486 (12
HE, 14 HH : 1838+2067 mm®, 26583275 mm®)
AR BEAEE(I2 A H, 14 H B :193.0+129.8 mm®,
19061406 mm®) CH U LEGBDO L d o
(B 2a). Ziow L EL4/Gax i<, #ife



