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BERRE I #5115 HTLV-1 B it
—ENEEr BEEZEH T —

MILKFEEFRHEZNRIERE (B | RN R)

 ~»
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—_
[=]
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(*FEL 6 £ 2 A14H27)

Key words : Efitif, HTLV- I (human T-lymphotropic virus type 1), #Eathifks,
& EEHH:, PCR (polymerase chain reaction method) it

#

ErL oL NATHSBH human T-
lymphotropic virus type I (2T HTLV-1)
i3, RAMETHEREALRE/ ) > <& (adult T
-cell leukemia/lymphoma, 2L F ATL/
ATLL) DER7 A WA & L THREDI N T
7o, MAREEMRELMC L AEERETH
35 HTLV-1 associated myelopathy (LA
HAM) nHEEICLEST 52 LB EIENT
w3, —%, ATL/ATLL RE#HEBFR
HTLV-1 %% ) 7—REEICBWT L, MEIR3RHE
ERLIFLIFAHT 2 b Twb, K
ix, UFF ALK E X% (diffuse panbron-
chiolitis : DPB) Sc#55& 1 & Mt %% (idiopath-
ic interstitial pneumonia : IIP) Iz BvT#
HTLV- 1 HifkH bWz HTLV- 1 BEER %25
EICEDIZ b, HTLV- 1 BLEMAE X
ffilaRESE (HABA) LR ERFRLFEERE
HEL TE 29,

EENfAE 1T BTEEmBMERAIC L D REL, &
FEBFE LT, BERACNZITREZNT
7 ADET, BMEAKNOBZEEFICLISGL3IN
T35, ERIN G RERGHERE, BHE
DEFFICL VLT LI ZNERII—EL T
v, BLIEEREIZEWTL, REFHLREE
SRSE, BIERE, BEEENSHIEERICE
BHLENTB72, 4, BB, HTLV

-1 REEFCBHEBRERS (Myelodys-

plastic syndrome : MDS) # & Bl &6 L

461

IEFIEZEBRLI-ZE» 5, B HTLV-1
EDFRb D ERFET 3 i EHEMERICO
WTLRE LD THET 5.

HRCHE

1) MEREH | LFE L UCBEERREZZLL
BERHHE24B 2 R & L, BEANRBLOF A4
TRESL 72,

2) MEakbiiksE: (immunofluorescent # :
IF &) ok 535 HTLV- 1 Hitkoskiisk @ #1
HTLV- 1 5ifknmFE+* HBLOFE KL T
fT-72. ATL BE» L8 L2 HTLV- 1 &
Pesmiatk ¢ 5 MT- 1 Miagk>» & ATL B&Y
VoSEREBERML) v o SEROIBAIERE TR L 22
MT- 2 #EBRRD 2 B 72, 10%FCS (¥4 m i)
#@hn RPMI 1640 THEEL 72216 DRMEIE % )
v BRI (pH7.2, 100mM : LIF PBS) T#
BEEORL, #5 X108/ u] MIFERE % X
T4 P77 R EIcBKL, WEERET L
BE%4T-72. —kHike LT PBS TI0EH
WL-BEME, BEMREEL LCHTLV-1X
¥ )7, EENRE L CTREANLEEH
Wiz, ZRFTKIC IR, PBS T10&FR L 72 FITC
Eait b IgGF(ab), 73X miE (Immunor-
eserch #t) # B\ &%, 3047 f137°C T incubation
L7z. PBS CHEREL 2, 50% 7)€Y >~
PBS M CTEEL, HEHAVEIECEEMEE (4 ) >
A#) % v T405nm BiRE &I & DL 72,
IF Bic BT o/ cs—> 56 MT-1 Mg
granular pattern, MT- 2 #iig4* diffuse pat-
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Fig. 1 M&EskiksEic ks MT-1, MT-2#
o Rt
MT- 1 #ifg»* granular pattern, MT-2
#Bas® diffuse pattern 22325 L N%EH
HTLV-I HutkkeE, MT-1 $ /213 MT-2
iahs diffuse pattern #2323 0%
ERGEMEE L THEL .

tern #2323 30 %#H HTLV- I HidkEHE, MT
-1 %7213 MT-2 ¢ diffuse pattern 2273 3
LoRBEECEE L L THELR9 (Fig. 1).
3) BB EREP:10% FCS #&in RPMI
1640 T L 72 MT- 2 M8 % 3R Pz 5 X
1058/l I2FREEL, "o MMtES 4%
FERNVLAT LT FERT—EBREEZIT- 12
%, MRAIERTVWEIICEEL LH s
DEH TCERERL, 8% 7)€Y i OCT-
compound (Tissue-Teck #) 128 L FT 4
TAR-ZY /) —N-Tx > TREFRELL.
RWT, —20CICHHAL?Z7F7448RF v b

(Tissue-Teck #1) i & D 6 ~ 8 mD BRI E
BERL, TA7 IV ABXZ4 F77 2 iz
BBLBREL 72, DBEoERIT, S
BHEWEIIELEDLERTA F IR ETLT
To7z, EFREGZB LT 5 B THiR305
, IEH% v ¥ L& T pre incubation #17- 721%,
—RHAARE 4°C TG & 272, —KHik
& LT PBS ClOfERML - BEME, Bikxd
B LTHTLV-1I X+ ) 7—MmiFEH HTLV
-1=7 %/ 7 o—+NHK(pl9, p24, p33,
p58) (EPITOPE.INC.#), &Mxim e L i
BALEZ B2, TRFAIZE P misiciL
TNV X F—vig#ime + IgG F(ab), v ¥
Wik (Cappel#t) &, MHTLV-1=v2-%
/70 —FNHARISH LTV A ¥ 77— i

-]

#ie7 2 IgG F(ab’) ;¥ X%k (E. Y. Lab. INC.
) 2H2ERAL, 4~ 6KERGEE.
1% NVZ—NTNTEe ¥ PBS B THRERZE
210447, Bic PBS THaciEL,
DAB-DMSO ## (DAB-4HCl 20mg, 1%
DMSO 1 g, 50mMTris buffer (pH7.6) 100
ml) 2 T304 M & DAB-0.005% H,O.7% ik
(DAB-4HCI 20mg, 50mM T'ris buffer (pH7.6)
75ml, H,O,R#17u]) IcC S A HRAR G
72, RIZ 2% T 2 37 LABRIEWIC45~ 600 R
&4, 50, 70, 80, 90, 100, 100%=x% ./—
WVTIRKRBAKMEE, K8 (TAAB #)
WHEL, 60C, 48KFMEAIE#TV: ultrami-
crotome (Rheihert-Jung #t) 2 T700~800nm
DBEBEYHF2EM L =N Ty F (Ay
244 X100) I RER L egRic ik L 72, ESBERE
FERMERIZ B ar4t 8 (H-300, H-700) 248 L
AR
4) PCR (polymerase chain reaction method)
EW I ~o%)) RN M20ml # Histopaque
(Sigma #) IcEEEILE, THEL TRLAL
BiZERk1.0~5.0X10"E % PBS T 2 [ ¥EHE,
77 7—+ K, 10mMTris-10mMEDTA-1
% SDS Bl TREEMA ¥ a~x—}L, 7
= /=7 uuRAEDC LY, B45F DNA
ML 7. —F, HTLV-1 pX gene ic4& R
279 4 +—& LT, HTLV-1 proviral DNA
NIEEEFINH RS & pX gene D—ERIT1EEIENT
HEETE5 M7 74=—KI-79, 3'fil
77 4+— KI-89% DNA > ¥ H—
(Applied Biosystem #t34) # F§v», phosphor-
amidite &'z > TAR L 7z, PCR #ii, 100
4l DEEHIZ ¥ L T2004M 0 dATP, dGTP,
dCTP, dTTP ¢ HTLV- 1R8N 77 £ <—
KI-7, KI-8 &% 1M B XL Amplitag™

DNA ) # 7—+ (Perkin-Elmer-Cetus #)

2.58 {7 %L, Programable Dri. Block

(LKB#) #2HwWwT, 95°C 1.54, 37C 147,
72C 2% 19470 LT, 3594 2R
47, ZHOPCREWR 7 v ok ahil, =
% 7 —NikBk & ¥10mM Tris- 1 mMEDTA ic
IR 72, LA o#Ef2I: Southern Blot #1812
LT, 1.2% T A u— 27 VTERKEE, +
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Table 1 MNREFNEZ], £, S, 86

B, £ER, HnE
No @l 1551 @ Hpe RENE *f‘;’& B
1 N. T ] 63 i [11} 3 % 35 "
2 SSH 9 6 ML = m 3 5
3 H.J 3 80 111} = & 20 -3
4 ST % 13 AU = M 28 =
5 YM B8 62 K E= -] 27 ABR
6 I.T 3B 66 P& Ly B O 12 A8
7 S.K % 75 Fu = & 57 R
8 FXK 8 63 FA L # B 20 85
9 MS k 76 kB % & TH FH
10 T.N 8 59 B 7AxX} 30 ]
1 KK B 7 MWL % % 17 E]
12 AT B 72 B 3 & 30 ]
13 K A B 73 i {1} ¥ % 44 Teg
14 KM B 57 2110} H B 32 £
15 K. T 2 59 &b =] 30 Fo)
6 KM B 80 B ikt ¥ B 58 E:]
7 T.M % 6 BB i B 2 =
18 I.T B 62 FA L 3 & 10 L]
19 Y.K 3 69 MW b= 4 21 3
20 K H 2B 46 [0} * % 26 "
21 M.T B 71 511} 3 % 30 E:3
22 I.K B 64 &= = ] 22 3
23 T.Y B 79 Nl ¥ B 32 -3
24 N. 1 5B 72 [E5]I1] ¥ B 2 3

Table 2 MNREFIOERHETF

RIS 2445
%5 (8/%) 23/1
SFR P IE () 63(46~80)
REZERE (FHEK) 26.3+14.49
gy 1 5 #1/1351
Rt s
% VC (%) 76.1+£20.3
FEV..% (%) 72.7+17.9
AR M3 A 2 A
PaO, (Torr) 74.1%+9.0
PaCO; (Torr) 39.5+5.6
Aa-DO, (Torr) 28.4+7.8

4 wv> 74 ¥ —(Hybond-N, Amersham #t)
FLizEEL, 2P EH HTLV-1 DNA 7'u—
TERATAA TN, ¥—vay, F—}F
PAITFT4—%TWI~THRICBELHE
L7,

#, PCR Wiz & 2B 2MLET 272002,
#o 71k PCR EWEER) By FMREIZLT
AN DR, FoyTidEABTELE,

Table 3 #L HTLV-I itk & &G EMIEE

# HTLV-I $itk AR
7Rz N1 3f MDS 24
(casel1 —3) MRELERE 14
ANt 3 #1(100%)
P38 s B e 44 AML 14y
(case 4 —7) i il o] 141
e 2 64(50%)
et 1744 MDS 34
(case 8 —24) B 141
Net 411 (24%)

F7z, 70t PCR EWI &2 HE TR
o7z,

& 2

1) EBifENEREFICET 245 (Table 1,

2)

2400 BAE236Y, ik 1 BT, FipPddER
63m%, THMERZEREII26.34F (2 F~58%)
T, TDIFLA LTI, BB, KE Fon
HTLV- I 3EGATHIR N & TH - 72, RERER
23BUHEEEL, 1HIDT AR Thot, ZD
A, FANE21360% 5 Flic i mEE % 5272,

AbERE O ffidgEIx, F¥MET% VC 76.1%,
FEV..% 72.7%, BRI A X 5347 Tl PaO,
74.1Torr, PaCO, 39.5Torr, AaDO,i328.4
Torr TH - 72 R ERBLAM & HEEH 2\ i3
BYAR ML R 534 ) B & DRI BAEIZEED e
-7z,

72, A EIRETL 7z BAERIC B\ TE&H D
AbNTEEERE X L TiE, e/

(NSCLC), Mi/lwfas (SCLC), Sk
gy (AML), BiE (G.C) »&x 16 (4.2
%) TorRampREL L2 2 MDS i1 5
B (20.8%) THY, &KL LTI 9H (37.5
%) KEWHRBNEHERD (Table 3).
2) IF iz & 34t HTLV- 1 Hitko kst

BERTE 245 P HUARIGHE 3 61(12.5%), BEER
R 4 81 (16.7%), BEMIZ178] (70.8%) T
hotz, ¥, HUREEESD 2 FICE D OB ES
HN 1FlTwmmEZL <, BERRBE 46 TI3
S BIAAEE, etk 9Bl 3 BlicEmaBEiEs 5
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Fig. 2 S®EEHEECLI2HRNFE !
a Blarto—n (72T 7u—FAHK) MIRES—R (1) HE (1 1), MEEAY
AFNF (M) ZEIEL, S 5ICHMIREF U EABCRG
D HL HTLV-I HitkieM: (case 1) #MMEE & MIDEH U & AMICRIE
DB HTLV-I iR (case 2) #MBRM X iLiE, MIBEA U ARG
D30 HTLV-I ki (case 3) #MBOME & BX0H, MIBE U F AMEICRE
‘o Fo— (BEANMR) KEEEHT.
P BERIGHE (case6) RIG%EBHT.
Bars=1m (a—f)

- 0 o6 o
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-7z,

3) IF #ick 28 HTLV-1 5k B ERE
HE, DRIRBEREOBEE
RS & UBERICH R 7 5T, #B

ERETRELTH28.74, % VCT72.1%, FEV,,

% 78.4%, Aa-DO, 26.9Torr TH -7z, Kt

BITHIC BWTI3, &225.34%, 77.4%, 70.8

%, 29.1Torr TH Y, HLEBMED 5 W ZBER

ERENHEEL, RERERED W I3sE

DOEICBEIIRD b 12,

4) EMiEICBIT o8 HTLV- 1 Hifk & B
BoBE
HARRBE 3 Bl 241 (67%) »*MDS TH» 1,

Zn b 1k oA nmELL, o 14

BRELEREE2HEL T, BERER

BaplTREMEEHEALR (LIT AML) 1

B, FERE1RITH -7 T EMEETH

icBWTH, MDS341(17.6%), BE1#1(5.9

%) DA ERS LN, B HTLV-1 Hifk

BB L UBRERICHEEREE b5 &, MDS

nE ) HAERE L BEEET THR 5F(71.4

%) CEPrA LI, EEELITHS 448 (23.5

%) ICHNERTHh-12, BLICEMEEND

Tid MDS 298I 5B LM TH - 72

(Table 3).

5) $t HTLV- I Hkdk o0 B ROG I XG4
35LFE. MT- 2 MR 51T 5 BENOKRE
#i HTLV- I HitkiG s (casel1 —3) oMt

Tk MT- 2 Milan e, KR HO—RiE i

HlEEsrUEASIEE (Fig. 2a, b, ¢, d)

LTwi, FLfikeMonE e RE%

ZHir o (Fig. 2e). —F, BERIGRTE

B (case 4 ) nMiETIY, IFEicBDH LN B MT

-2 MO REED, £ EIRBH LN

Lh -7z (Fig. 2f). &5 HTLV-1 L&

D l) v FRF D cell line TH 3 Molt-4

FRCTEHRICRRERLT- 1225, wiho

EZATLREREEEBD Ll -2,

6) PCR #ick 3 HTLV-1 proviral DNA
DIRFE
IF Bz & 25k 3 B & B G 2

N 5 Bz, KAL) > 2Bk % BT provir-

al DNA & LT pX gene iICDWTREL 7.

Table 4 # HTLV-I $ifk ¢ pX gene N

#L HTLV-I #i4k pX gene #H
7N 3m 3% (100%)
(case1—3)
e R 2 164 (50%)
(case4, 5)
& & 5%l 4 %1 (80%)

Detection of HTLV-1 pX gene by PCR

371 bp —

Fig. 3 PCR #ict 5 HTLV-I pX gene O#kiH
P Bz te—L—MT-24lEn
DNA, N &3> } v—n—Molt- 4 8
8, No. 1, 2, 3 :#%H; HTLV-I 5Kk
MRE) >,k (1—3), No. 4, 6 ' B9
EEGBEREY) >~ oBk(4, 6), casel,
2, 3, 4T}, BEav to—n AR
I= pX gene WH371bp (Fa&:it) HotEs
niz2%, case6 Tix, BBHLNUd -7z,

i HTLV- 1 5tk Bt 3 FlLp] & BIE R EE
¥ AML 246 L 72 18IicsvT pX gene
FREBINTEN, BEFLAS5HF 4BIcB
THRHETH- 72, —F4, BERGHE CERE
R AL Tk WiEf (case 6 ) Ti3, pX gene
PREINTE LT, pXgene nRI 22
Blic BiERBNAMHIBED LN (Table 4,
Fig. 3).

& =®

BERfifE 13 £ DRI, BERENOIIME,
RED b OEBEE, WENER»BEST 5.
—7, A RIRRES L 72 BERE 2458 51 #2350 H2E M
ETHY), RBMEXEIEL, HL, > F77
Ab, PRNIELESIETETHED, »
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T EHOHEREKERTBRECEUNE
WAL NEBERBENTWS, L LLds, #
EEZREIIBE, L0EUETHN, BEFZT
DML L TH - 2.

fifa=r7a7r—vi3, SEHRREBEHNE
el BT 5 EEBFEIC N 2 BELRE R
LT 319 FAZHINIC A - /2R B3 i
ezua7yr—2 IR AT, lyticenzyme &*
BEEL, Ehicere 77— UH & T
L7-ERBERFnw7u7r—2ICR) AN,
Wil EELIERINDD, ZOREREEY7
07— bit, EREERTF(MCF), 4
BREERETF (NCF) Hnih4 b4 20255
HENBHR~OBBERE» L 37— Nt
2 b ENRMELDETT 5.

HMBECBIT 2 REEHRE IOV T,
INETRIEI0T) CEEMS, Gy a7
Y v mE?®, | Ohk Fiibik, Y v < RBEF,
PuigHiik) BiE2"?®, DNCB Kit< PHA RUG
7 POMRMERIENET % 2 L REN LS
nTwna,

BERFAE I BT 5 EAHHC DV TidE 2 5
EHINRTBY, WA b W, HLER
213 L BB BHEEN SRRV
ntwa, —4, ARBFOEBMECLIILIE
2 LN BEETEESHENOAN L, BHRE
1K) cartinogesis i & > THBIN T 5, »
FTHIZLTYH, RRICA- B2 SUELD
BEIEEERICL > T, BEICHT 05
PO DEESH I RRRENE T L5 8
h, BEBENAHZRET 5 WHMEIH 2 &
ZzZ b5,

HTLV-1i27 4 V28 E gag, pol,
env BEFIMZ, 203 KXz pX &R
FHHEET 5. pX BEFH» LARKE L5 pa0tex
HHHE!Z, long terminal repeat (LTR) %
transactivate L 74 WV ANEE L BET 2,
Tz, 207 4 NAREIC MR BB TH B plltex
i, NF-x BEEAEOEEL W LER I L
- C CDB5RBIEZFRBLFHEL 22 N3, IL-
239, c-fos*" i K OMBMBEEFHO T E—S
—EEERLERIEL LTS, &
NENBEFIFTRLHIREHECEST 3

=
=

FTHN, pl0 BEHIZVANAHEIEEL L b
I, MM EAROMGEE R 2 FHET B WEEER
BINTW5ES,

—4, HTLV-113") > BRFA LIS BRESE M
M, astroglia, osteosarcoma cell line, fibrosar-
coma cell line <0 I B P9 1 MRAE S5 1 B3R | 39040,
SRR EEHT 5 Z L HBEINTWE HTLV
- TRk BT A 1EEYMERIE CD 4 B
T# ), HLA-DR #i[R< CD255LR 2 FHL LY,
IL- 2 2082 DF At WA v DEERERE
729, 25z, cytotoxic T M HAaME R
ZHEELD, %< ATL #las CD4HE#%
ZEH L % Ht % suppressor T #AMaKEAE % 3,
¥/ HTLV- 12 & - T transform L7z T cell
line »534 > %—7x2v> y (IFN-y), IL
-6, granulocyte macrophage-colony stimu-
lating factor (GM-CSF), macrophage activat-
ing factor %X SEOTA A v EEDH
FINTWE, TNLDREBREICEIN G

T EERBESREL, TOLOIERRENE

BAHEEITEZEZOLNATWEY), AL
HTLV-1ic k- T3 ENBMPRIEHREL
LT, Bl R fE M i@ o flic HABA
DHLE, 2 LICIRIEE DFELEEIZOWT
LHEOL T 5,

4], HTLV- 1 B & BREIC oW T
DRRET AT 12, LR 2 %2 L -EBWNES DK
HTLV- I #fitkfe #3240 3 41 (12.5%) B
ERIGEEER 46 (16.7%) TH Y, pX gene
DR ZI/IE L U 2R TiR24H % 4 51(16.7
%I ZBMETH - 12 HREFITEMED 1 F 2K
WwT, HTLV- I Bt 1 BHiEOm, 55,
E, REROEFRTHIRD B HTH Y, 5
HTLV- 1 5B HEIIESETH L EEZ LN,

HREFEEI L 28 HTLV- 1 itk KUt
nigEtTIE, 5 HTLV- 1 Sk R0 MR B,
BEN—E L MIREXEAECRELTEY,
EENR TR oL ) RN RGO %
Pafz, L L 5 HERGH TR mET
i3, HTLV- 1 2§ 2 RERGIIEH L kd
o, REEFECENTRIG2EDLr -1
BHE LT, gk RmEEREIEEE
L HRPUROBREMYE, REEIFAT2HIC, B
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HEERIGICXIET 280K D B W I ERENELEE
FEOBA DA R L 2 7edr - 72 WTREME A B
5. SLICHERIENARBIIKKE L TRBET
b BH, MEHEIAREE VI EEICRENSE
WIRETL»RBHLNT, REEHEEICL IR
HRERELTTH - L ATEeE»E 2 bt

AR & i3 TP FEBNC 35 v T L 408 BUGRE M
T2HEOZBTHHRRBEL LN, E5ICENE
S 2 RET BICE - LEFZ8EL T 249,
—%, GElOMEHC BT BE GRS MRS
DR 1 BRI ) > -¥3Ric i, PCR g% Hv
72#i&tH» 6 HTLV-1 o pX gene MD#AAA
FEREHEI N, 0T Lid T4 N RREYRKEEIC
HoTh, BENHREERI—HE T2 Eh

L IF Bz & 2BEREVBETHILT HTLV
~1A o FRICHAR TN T B TTHEE 2 E R
TENENDHDHZ LI TRINT,

BREOTHRICIE, B TERET HED
MEBEEERAICLNSEEZINGLEIN T

5, —%F, SEOBKEHCE T, $i HTLV-1
Bk Rl UF 1 B IR R 1 ¢ B AE 1 S ERIC
B oz bz, EBiFsEREic HTLV-1
BRI I BRDBRREMbLZ EITLY,
Fh AR E R eI AT 2 WRBMEDE 2 &
na,

EERGRE DAHHEE & L TiX, 24819 541 (20.8
%) i MDS #»#@& bz, MDS DEEY &
LEVW60EL ENEREEIC BT 5 MDS MR
FE0.075% P L LB L TEERTH 2. 22k
BHz BT 52 MDSR2BI&Blic DWT, BREt Lz &
Z A, BIfENAHIZEEICR~T23260% 5 1

(15.6%) Ici@@sHbh, it HTLV- I Hifkid,
6% (18.8%) » BT, Z W 2Hlic EiiE
DB L7z,

EIEIC BT, |lmE B voEo
A PRI BBEN £ 21,50, 1. 796 & v 5 &
HhHN, HECHEENAL L THHREEERED
AHEEREEELLND, I NEFTHES
nTwaBREICAHL-aRe LT, &
HEHYEmE (AML) 59, hypoplastic low
percentage leukemia®VEh*h 1), Bk ) &
ELTRAC X VRL D EBH LTS, MDS
RAGEE M2 v LTS MR & v g E

FORBELERIN, £025~40%H8HEA
MFEIET 5 2 52055 LT Y, FEIRE
LEZLNTW 5, SRR L 2 EBES PN
B HTLV- I SRR 5 2 v 13 B R R
12, MDS O % B E & BHR BN S
BIZFED LN, TN EiF, HTLV- 1 @iy
BEitE HEROREICMZ T, BERBNEHE
RESZR®Z LT—ENEAZRLZLTWE I L
AR A NI,

&

EME24BIc D v TABHE L 2hic HTLV-1
LOFmb Y EREL L,
1) MT-1,MT-2 Mgtk % v 7 B85
thit (IF &) I© L 33 HTLV- 1 IAORE T
1, PUKIEHE 3 41(12.5%), BIERE 4 #1(16.7
%), tBEECHBETH.
2) IF il 28 HTLV-1 5tk HTLV
- T BIERGIC oW, REEHEIC & VRETL
7e. 5t HTLV- I SRR mF T, 5L HTLV
-1 €/ 70—+ btk s FfRIC, MERARE, Wie
g, %E, MENSSREn—Sic G2 R,
—7%, BERGEEmRE TIRREEED -
7z,
3) $L HTLV- 1 Hidk r Bl ic A0 2 Bt
BB LOBEERETL 2. FUKBED 5\ (2B
ERGEED 7T8H 548 (71.4%) i BHERE
PEFELTEY, BEHITEP 45 L
Thoiz, :
4) PCR iz & % pX gene ot % 5 B T4F
572 25, TRBED 36 & BERIGEED
16liz pX gene HRE & N, 5B 4 Bl
HWTHoTz,

UEbEosgELn, BEDMNERRE 5
B BEMERAMHNZ I HTLV- 1 Bfe» 8
S LT BHREEAEZ bl

E

COREMRZDICHIN, HILEAREER- 2
BHIANERERICBEO#MBELRT L L 2 LI,
EHHIEETE SRS S I O £ B LR
ICEHNLET.

NENEEIIHEI2E A FWBRBFZSR2IC TR
z=ZL7%,
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HTLV-I infection in patients with pneumoconiosis
in regard to complications of malignancy
Takashi SAsAKI
Second Department of Internal Medicine,
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(Director : Prof. I. Kimura)

The pathogenesis of pneumoconiosis following exposure to inorganic dust remains obscure.
HTLV-I, known as a cause of adult T cell leukemia, has been reported to participate in various
interstitial lung diseases. So, HTLV-I infection in patients with pneumoconiosis was inves-
tigated by detecting anti-HTLV-I antibodies by the indirect immunofluorescent method and
the pX gene by polymerase chain reaction (PCR) and Southern blotting. Furthermore,
various malignancies in pneumoconiosis were also analyzed in relation to HTLV-I infection.
Three of 24 patients (12.5%) demonstrated anti-HTLV-I antibodies. Four of 5 patients includ-
ing the 3 patients with antibodies demonstrated the pX gene. Various malignant diseases
including myelodysplastic syndrome and lung cancer showed a higher incidence in patients
with HTLV-I infection than in those without HTLV-I infection.

These findings indicate that HTLV-I infection could play an important role in the path-

ogenesis of pneumoconiosis and complications of malignancy.



