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A Case of HTLV-I Associated Myelopathy (HAM) Induced by Mother-
to-Child Transmission

Hiroyuki Kodama®, Takeshi Yasuda, Kenji Hara and Akira Terao

It has been three years since the first case of HAM induced by mother-to-child
transmission was reported. In most of these cases, adrenocortical hormone has been
less effective than in HAM induced by blood transfusion. We report one case of
HAM induced by mother-to—child transmission in which adrenocortical hormone has
been effective.

The case was a 22-year-old male. His chief complaint was a gait disturbance.
On admission, the findings were spastic paraparesis of the bilateral lower legs, an
increase in the deep tendon reflex of the lower legs, and a pathological reflex. His
anti-HTLV-I antibody titer was 1 : 16,384 in serum (mother 1:8,192), and 1 : 256
in cerebrospinal fluid (CSF) (PA method). ATL-like cells were observed in both
serum and CSF. As mentioned above, we made a diagnosis of HAM and treated it
with adrenocortical hormone. Consequently, his clinical symptoms and antibody titer
improved, indicating the adrenocortical hormone was effective. (Accepted on April 3,
1991) Kawasaki Igakkaishi 17(1) : 92—96, 1991
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Fig. 1. HTLV-I antibody by western
blot method : IgG (P19, 24, 28, 53)
showed 2+ in both serum and CSF.
IgM was almost negative.

N : negative control
P : positive control
@ : Pt’s serum

® : Pt’'s CSF
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Fig. 2. ATL-like cells. Left side is serum, right
side is CSF (May-Griinwald-Giemsa stain, X4) .

a

IgG IgM

P15 | P19 | P24 | P28 | P53 | P15 | P19 | P24 | P28 | P53

2+ | 2+ | 2+ | 2+ -
2+ | 2+ | 2+ | 2+ -

H+

+ j— —

=mE
&
++




WEEH» : BFEERRIC L OREL - HAM 0 141

BIERERVE VDB THSE Z LIZQ®, @D
REEE2TRFT 2D DLW 30, HEEETIE, #
DBFR(E72F 2 s DEAEDLE) B HAM O
FHEBFICES L Tw30rEHELLTRVE
WL T 5.7 7013, HAM 855ERI O
MEDOHR & HEEROBEKRERARI LT, &
EFE KR E L 3ECHT, 2D bEIMOBE

95

DR BTEERPICL L LEZ 5N EESR
FED—HE TN —THNELTHEL TS O K
ERE, COTNV—TINIZET2bDEEZS
na.

HAMOEEIZ DWW T, 8O v F=Yu
VL, MBTEEE, vy —T7 20y a B
®B2 EOMEND B .0 LIFTOIE TIE, B

WX ODFET S HAM K

Table 3. Effect of treatment T EERRLI L 2 FIE
A7 a4 K 60 mg/RH 50 mg/HiH BIC i RIB RE RV T 8
19904 24/1~ 1/~ BRITH WERIDE W 2
WERT(13/ 1) | 438%21/1) | 8:3E# (20/10) bl Tng 99
J Z > E‘I
10m RS 1%, 1B | 13%, 5.28 | 16, 6% xﬁmn%wraﬂgﬁg
s Rt3+, Lt 3+ |Rt2+, Lt 2+ | Rt2 +, Lt 2 + RIVEVYBERITH- T2 Z
Babinski K&t Rt +,Lt +|Rt £, Lt =+ |Rt +,Lt + . A
Ero—X 2 Rt +,Lt +|Rt +, Lt —|Rt — Lt — Lo SHRTNE, BIRIE
FRRBEE b — X A 3+ 2+ + THED S DBRZ BT V—TF
SP (g/dl) 9.2 7.7 8.0 MicET 2 EFOFIZS,
Glb (g/dl) 4.4 3.5 ? slow virus infection & L
IgG (mg/dl) 1,891 1,260 1,270 B
IgA (mg/dl) 674 492 507 THET HHREHED AL S
IgM (mg/dl) 134 127 129 . . _
C3 (mg/dl) 104 87 94 ¥, RERIBET 3 cell
C4 (mg/dl) 42 35 60 mediated immune reac-
HTLV- 1: 8,1 1: 8,1 . . .
~ ”V I?;E@ﬂ;j ' ;eggg 18: 222 1: 133 tion, immunoglobulin
ATL HRAERE GRABI%) 5 7 0 mediated reaction
Y LUTHET 2B
HHRHCHB L
(% %] B PHEKRE NS .
L Sl e £
; oy, maan ® W
infection?
RFEERYIC &
LrEZOLNDLEHE
Cell FHEED HAM @ 1 41
mediated? PRERLT:. BIBK
(’ ‘\\Mﬁ&l .
RILE HRIVE Y %60 mg/
(B /”‘“’ BHEE L iR,
g%gé%%fﬁispuﬁ Immunoglobulin B OR E R,
FHTLV-1 mediated? HTLV -1 §i 4k ffi &
FHTLV-I DREEE —
RBEORMEE b ICEBERERL

Fig. 3.

Mechanism of onset of HAM ®
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