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UEAMAMAELR diffuse panbron-
chiolitis(DPB) ¥ & #§Z MM M % idiopath-

ic interstitial pneumonia (IIP) (3, BEHE7REA
DEMEETEOMEMFERTH S, ZNHD
WHERELT, BE7ANABPEEZRETLT
&7z Z A, DPBci3 A THIkE S My% adult
T cell leukemia (ATL)? #RET 2L DD
352k, RU Hinuma® &Iic#¥ L -8R
{k#: indirect immunofluorescent assay (LIF
IF &) ¢ DPB, IIP £ Mm% % $4-~X 5 &, human
T lymphotropic virustype I (HTLV-1) iz
32K (Bt HTLV- 1 5i4k) RO HTLV-
LicPi#E§ 5 &2 Lid HTLV- 1 BIERIG
DEHEBEN BN Z LARB I N9 g
HTLV- 1 #itfkpgtEH 12 HTLV- I Fife s
THBDT, AFrona 3 DPB, IIP 5
L HTLV- I HilkBiE 2 REF L 2RER, &
N DIEESEERY ATL REICEITLTWS
Z &b, HTLV- I #ki&s DPB, IIP »
KRNV L >THHREHELZRL, HTLV- 1 &
Bz k> TRELEEZ LB I NGRS
#EBE% HTLV-1BEMREX - MRREE
HTLV-1 associated bronchiolo-alveolar dis-
order (HABA) & %1%, IIPtype # HABA
alveolar type (HABA-A), DPB type #
HABA bronchiolar type (HABA-B) &§3
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i HTLV-1 IgA #Hifk

ZEEREBL 7,

BENEL ZAH HABA BIENCEFIITHATH
%, 2ZC,HTLV- I R %E & L ¢, HABA,
overt ATL, #EfE{E carrier HDZEICBITS
HTLV- 125§ 3 RBIEERNEIZ DNV,
IgG, IgM, IgA DERE7a 7)) > 7 F 22D
&3 HTLV- I SR EERE 2 RET L 72,

bof L]

XERIT, FILAES 2 AR CHk-72 HABA 6
#] (HABA-A 1#l, HABA-B 5#l), DPB,
IIP # %5 L Twicw overt ATL (LLF ATL)
760 (BB 26, ) ofERS5H), ATL %
FREL T HTLV- 1 #E®E carrier T
DPB, IIP 4 FIEL Tvevd o (UTFEERE
carrier) 14B0T, B E L TREA IH (i
24—365%, PRIE29%K) 2RV, s T
Tz IF 2 TRET &, HABA, ATL RUE
JE{E carrier (32#15 HTLV- I HilkBIETH
N, =%, FRELBEALZ, €6 HTLV
-1 YRl TH - 72,

Pl *

Western blot iz 2V T3S 1 RicB W
MIZEREL TB, UTKREYT 3,
1. Western blot &Iz F\v» 3 ED/ERK
HTLV- I EA Mtk MT-2' %, phos-
phate buffered saline (PBS) pH 7.2T 3 @#
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# L, Yamamoto'¥ & o) i # | CHINal %
WEEEL 7248, 12,000X gicC 2 MIELLCE
D EFXIRWL, 24Uz 1/ 3 80 sample buffer
(1M sucrose; 8% sodium dodecyl sul-
fate ; 0.25M Tris- HCl pH 6.8:0.01%
bromophenol blue), 1 /208 2-mercapto-
ethanol %Nz, —80C TIRFL 7z,
2 . Western blot &%

EERTERL 2 MT-2 IETELELER
%, Laemmli" o iFkic# L, 3 %iBHErVE
EEL7212.5% % /U T sodium dodecy] sulfate
polyacrylamide gel electrophoresis (SDS
PAGE) ToFEZIc L WERL 2. Rk oSF
#~<—#— & LT low mollecular weight cali-
bration kit (Farmacia #) ##k&L 72, Zh
L NVHRICBRAL-EA%, Towbin'® Lk
BTNy 77— 7 RIEERE (KEREE
%4, ETB-15) # H\T64V (13V/cm) 4 BERE
NERKHT= Fvtro—xE(ADVANTEC
Wi¥tt, poresize 0.2um) ICEEL 72, &E#%
Nn=taotenro—xEiL, FFE>—A—%
Amido-Black 10B T#&EL, DWW TMT-2#
Fais LEE % 3 %7 L IiE albumin T37°C12
BFfd incuvate L TIERER L % block L 7274,
FRgRMmE (IgG PLEDORBICIZ25EAR,
IgM Hitk & IgA HURORBICIZI0ERR) %
37°C 3B G &+, Vectastain ABC #ikt b
IgG kit (Vector #), #ik F IgM kit (Vector

L2883 AL S 16!

7 8 9 1011 1213

14 15 16 17 18 19 20 21 22 23 24 25 2621 28 29

¥ = B

#) R Urbiotinfb#tk F IgA ik (Vector 4L)
% F\»72 avidin biotin peroxidase complex &
2 =btotenro—xE Lo MT- 2 #ild&ER
PRI ROG L 72 #isRiEP ot + I1gG, IgM,
IgA HifkE T nEnmtiL 72,
3. ¥l HTLV- I Sk REDHE
HTLV-1 o core protein & L T pl5, pl9,
p24, % precursor & LT pr53, envelope
protein & L T p20E, gpd46, % precursor &
LT gp62'”, gag-pX fused protein TH 5
p28'®, envelope-pX protein T& 5 gp68'? 7
IbwFNs D band #RHELNE, HLHTLV
-ITRERBBICHT 5K (Bt HTLV- 1 Hik)
s L7,

#® R

1. 5t HTLV- I #R& IgG SRRl
IF £ic L 23 HTLV- 1 Fil&BHEN L »,
Ztht HABA, ATL R UMEESE(R carrier Ti3,
£ p19, p24, p28, pr537 band # W&, F
72 ATL D 1Bl% KR &, gp46, gp68v§ s X
I3 A band $ 2B, —F, # HTLV-1
PR R ANBTIZ, s HTLV-I
Y& band ##ZHLh -7z (1),
2. ¥l HTLV- 1 ¥ & IgM fiko#ib
HABA 6% 461 (67%) iz plok p28»
band # FIC3E&, 205 B 1 Blicid p24, gp68
o band LE@&H7z. ATL 7804 261 (29%)

1 Western blot #ic & 5% HTLV-1 IgG Stk
1—6 : HABA, 7—13:ATL, 1427 : #&fEf% carrier, 28—29 : @R AXE

12713851, 28—2913FatE.
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I pl9& p287 band #* REERZERH . AR
carrier 14f 9 B (64%) = p19 & p28) band
ZRIERCED, 209 5 2 6icid p249> band &
BHiz, 512 3623 gp68, 1HIIzid pr53
@ band LD, BEAMNBTIE, ZhbH
HTLV- 1% band 2588 % h -7 (H2).
3. L HTLV- 1 & [gA Hikotk
HABA 681% 561 (83%) = pl9& p28m
band % [RIR¢IC s 7z, SEAEME carrier 1450 3
1 (21%) iz pl9& p28 band # [EkFIZ 2,
ZNH 5 1HICIE p24o band LEESH T2, —H,
ATL Tiz 9#I&flT HTLV- 14 & band #
Bdierotz, BEAMNBTCLZNS HTLV-

1 %% band 28D % -7 (H3).
4 . RO IRE

Western blot #:ic £ 25 HTLV- I % IgG
R oA e, IF $ic L 25 HTLV- 1 #ifko
HEE L SELIC—EL 72,

yREICL ) HTLV- 1 B BRuEic 51T
38 HTLV- 1 & 1gG, IgM KU IgA Hifk
DR EREL 2. 1gG R IgM fitdkic >
wWTid, HABA & ATL » SfEfk carrier & D
WENORMIC L EBEERO Lo, —F
IgA HifkIiZ DWW Tid HABA THEE S,
HABA * ATL o[k HABA * #EfEfE
carrier L DEICERFE 1 % THEELRED 2,

X2 Western blot iz & 2%1 HTLV-1 IgM itk
1—6 : HABA, 7—13:ATL, 14—27 : #fEM% carrier, 28—29 @ f@HANE
1—4, 7—8, 14—22i13kM, 5—6, 9—13, 23293,

3 Western blot #:ic L 2% HTLV-1 IgA #iiiko#H
1—6 : HABA, 7—13:ATL, 14—27 : #£EM% carrier, 28—29 ! {dtEE A KR
1—5, 14—16i38E, 6 —13, 17—29i3 &1,
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F1 MmiEHN HTLV- 15K & 7 7 ROBHEER (i

I A B/ e B0
IgG Hitk  IgM #itk  IgA Hifk
HABA 6/ 6(100%) 4/ 6(67%) 5/ 6(83%)
ATL 7/ 7(000%) 2/ 7(29%) 0/ 7(0 %)

$EAEMR carrier 14/14(100%) 9/14(64%) 3/14(21%)

L& L%ehss ATL & EJEMR carrier & OfIC
i3, BEERZO U -7z (1),

ELY, Bt HTLV-15& IgA #iKi3,
HABA TEEIZHEH LN Z L HHNC KA
L7z,

% =

AfFpromma (3EEREEE S b &g, HTLV-1
HRIEICES LT3 &2 515 DPB, IIP
#REL, HTLV-1 BEHAEX - WREE
#£ HTLV-1 associated bronchiolo-alveolar
disorder (HABA) t&-Jit7:, £Z T4,
HABA (2175 HTLV- 1 05 KA & % #ET
F 57200z, HTLV- I #dEn ) H HABA
ZrEflic B LG HTLV- LicH T 2 AEIGE
BT R £IT -7, ZOBMTLEROH
HTLV- 1 %2 1gG, IgM, IgA HknEFE%
Western blot ##x# BTN, IgG TR
HABA, ATL, #fEf% carrier 2P W T,
IgM it HABA 6 85 441 (67%), ATL 7
B 2 B (29%), SEAEWR carrier 14519 9 41 (64
%) »EET, IgG & IgM Tix, b 38
Rl B EZIL b » 72, —7F, IgA Tl HABA
6 Blh 561 (83%), HEfEMR carrier 1451 3 #1

(21%) bptT, ATL Ti3 7 8% 1 okt
37 <, HABA TI3#EfEMR carrier RUF ATL
LB L TEEICERTH - 1295 ATL  BiE
& carrier £ DRI EBEZIZ Lo o172,

EEn, HTLV- I HfEEEC BT 5
HTLV- I io8¥ 5 ingaeicovn7, HABA
i3, ATL RUCEEFEMR carrier E &% 1, IgA
Pk 2 RINMICEET 2 ) v A HTLV-
1 DHERB % Z, oot HTLV-1%
B IgA B2 EEL TV B LD EEZ LN,
IgA Btk % RIRMICEEET 5 ) >l E L T

BEFICHT HHBELTR Y > i#hH )2,
MEHE TORFTRESE L L TlREL T\ 5.
&5HB12 3Tl bronchus-associated lymphoid
tissue (BALT)2V22 5t 35, Zhidk F TH#E
e, RAEEDIPIR SRR B TR Bl #5292
ENTHE), fEFX, MAATXOEICHEERIC
S4 L, MEORM, > 7> 7#17w, IgA
PR ERFMEOSMELZEZT. 2O
Fahi® L ORIEEAE~S L, IgA HilkE
EREMIE %, FIBUGR IgA Bk E EET
2LDEEZLNTWED EREINE TOHRE
Tl3, BIE~DAL > 7NZHT I F R
<> respiratory syncytial virus Bfs CRHHIic
R IgA PUKHEEE NP, F 7z Epstein-
Barr virus OMi&#§E*® X Trichosporon
cutaneum i & % @E MMM T, MBATC
R IgA HEIEEEN TS, 20 L) Tk
AR ) > SHEH TR SN2 R IgA TR,
—EMBERICIZV B EEZ LN TH N i
hTLRILE N 292, 35 T, BRUIREYL
2453 HABA i2BWwWTd, MiBcBNT
BALT o x Y) > <Rl & W HTLV-1#H
FHRREmEN, R IgA FUREELEHIEZY,
NAMEP TREENTEERIHL LEZL
nas,

B2 513, LAY 588 S T 7 R R
RHBEL, O THIE ATL nAHIc
Stz HABA-A ¢ 2 bNAERT, I
BRUSKEIZMEEERPICH HTLV- 18R
IgG L Hic IgA itk E B L2 L HREL THBY,
InHREIFTIERbNS.,

HABA #R#EL TvwZvw ATL RUEERER
carrier Tli, HTLV- 1 4R IgA HUKELED"
R, iz HTLV-1 »BEric s
WIHERZRBEZT oW EEZ LN, —
%, HABA Ti3fR IgA filkEEH»R LN,
HTLV- 1 2R chRZH L ZT T 54D
tEz Lhi, #- T HTLV- 1 #B/ATic B
WTHREHE 22T 501 HABA CH#®I%
BRTHH, 2k, MBHAO HTLV-1747,
HABA DIfREFBIC L TREEEFOLD
LHEEEE LT,

HABA %iEicxy+ 5 HTLV- I ORI
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THETH 35, )M 3, DPB + HABA-
B, IIP & HABA-A |22 & X#§ifl Interleukin
2receptor (IL-2R) O#k&Et#47v», DPB, IIP
i3, IL-2R 2 A9 2 B RELHFEL, HTLV
SIS TORBRDRIBEREIRI B L5,
ZNRIEREIC L > T HABA-B, HABA-A #¢
RET 2 WHEMDDH 2 L BT 20T, HABA
TR HTLV- 1 &) > SSRAHEL,
ZOEMH BV ITBEERE 2R L2 > ook
NEEEMNLT, WELWREIRIET 28
HHAHEINL, TLEAM LIE, b rogiE
ISR BRI BWT, RE, BIEY 258
A% BALT @K% 725345 42 DPB i
BT, RIEREROREZLES L T 3,
LR Tv 5, HTLV- 1 dfifilc 513 5 Fefg el
IZBWTY, ZHICES(RERFICIIRE
RBH RIE, BIEL, BALT @& L7253
N, KMFGERELRL WS D5,
4mkEF L7 HABA 6#lF16l0a,
HTLV- 1 %2 IgA Sk BHETH 72, 2D
FEFIZ, BRAKIRIEE§ Tic ATL nX$AKET
b, REARZIIH-> T2z, 2D
728 IgA Sk Bettic e » 2 TTEedED H 5. —
A, BLHTLV- 1 %2 IgA filk s BEIc L - 12
SESEMR carrier 3B 2 HiC i, BMEEIR,

x

BEERE L LIPREBRB L BEDLE L LD U » -
7255 MO 1RSI ERIRELR YD), 414
6 HTLV- 1 & IgA HUkBtEERH &
HABA #3645 ¥ 2 WHEHESS 1), 58 % BH§
LUBENFH DL ERbNI.

5 B

Western blot &% Hvw{Ht HTLV- I R
IgG, IgM, IgA Hitkn B+ HABA, ATL,
SR carrier 1D XF~NI. IgA HKiE,
HABA CTEZFICBEH T, ATL K USSR car-
rier icXt L AEEEZ RO 725 [gG RU IgM #1
ETiL, AEEZRAOLr 72, 2L,
HABA i3#i HTLV- I % & IgA Sk L »¢
HTET DL LML DRETHLEELZLN
7z. B, BBATC HTLV-1 %723 HTLV-
1R 1) > <8khH* HABA RIEICEb > T3
TREEATRE X L/,

MEMZ DICHIZ), HREETRERZEM 8- 72
BRANEBERICRENHELZFR T4, B
EHEEEC - ITFREEEN, 2 HEIEH R RS
HLET.
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Studies on anti-HTLV-I antibody in interstitial lung diseases
Part 2. Anti-HTLV-I IgG, IgM and IgA antibodies in HTLV-I
associated bronchiolo-alveolar disorder (HABA)
Katsumi UENO
Second Department of Internal Medicine,

Okayama University Medical School,

Okayama 700, Japan

(Director : Prof. 1. Kimura)

To study the pathogenesis of HTLV-I associated bronchiolo-alveolar disorder (HABA),
Western blot analysis was performed using MT-2 cell lysate antigens on the serum of 6
patients with HABA, 7 patients with adult T cell leukemia (ATL), 14 asymptomatic carriers
and 9 healthy controls. Five (83%) of the 6 HABA patients were positive for anti-HTLV-1 IgA
antibodies, although all 7 ATL patients and 11 of the 14 asymptomatic carriers were negative.
All HABA and ATL patients and asymptomatic carriers were positive for anti-HTLV-I IgG
antibodies. Four (67%) of the 6 HABA patients, 2 (29%) of the 7 ATL patients and 9 (64%) of
the 14 asymptomatic carriers were positive for anti-HTLV-I IgM antibodies. Statistically
there was little difference in the incidences of anti-HTLV-I IgG and IgM antibodies among
HABA and ATL patients and asymptomatic carriers, but the HABA patients showed a
significantly higher incidence of IgA antibody than the ATL patients and asymptomatic
carriers. Since specific IgA antibodies are produced in the local infected mucosa and part of
the ng antibodies are transferred into the serum, in conclusion, the anti-HTLV-I IgA
antibodies in HABA patients reflect the localization of HTLV-I in lungs which play an
important role in the pathogenesis of HABA.



