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Uz ARMEREX%R (DPB) i3, #iaET
BUETEORE S & 2HERERTH Y, X
WRERSMHE Y VFRFBE o9k
Ty MoALNEREL EomEREEN Y
AR, MG TRAEXRE~n ) >t
B, REMROBES, Vo cEh, PFEE
Bi7e E DR RA b RIEHNEE » ERRIE L L
TRET DI EAMBEINTHBY, L i
LAEDHRHEIIERE LTFRHTH 5,

—%, KL IIEEERMEERE (1IP) B
iz DPB M #EREIZ 13\ 2 iEHl oo di & @i
BA T kg e @i (ATL) ORI R D&,
HTLV-1 BEEREX - Wig¥E (HTLV-
I associated bronchiolo-alveolar disorder :
HABA) ¥ &-713 7299, #5#- % & bronchiolar
type T#H 5 HABA-B 3BT HIE2 & 6 Bl
BlL, S#cBEREEZHEL T»5Y9,

T #MFERF T4 & Interleukin 2 (IL-2)
NDFHEMTH B Interleukin 2 receptor (IL-2
R) i@t THENOREICHAT S, £

HTLV- 1L 7 0ic iz &=z IL-2R
BB LT 51,

22T, BETBKEEEND DPB nREEICH
bHRERTE DPB & HTLV-I mBEE %8R
552§ 2 BBy T DPB, HABA-BIERIC BV
T soluble IL-2R (sIL-2R}, recombinant
human IL-2 (rhIL-2) FRGRE, #MZEm IL-2
R v okEE~—r—IClT 2855 %
-7,

b 2

DPB i31181T, E# 66, 55, £
RABEII568% (17TR~T7T/) Th -7z, BRI
(3TIKA8 4, M3 T, RAFaq Fiz2flic
55 TH-7. HABA-B 133#iC, B2
B, i 146, S RAIEI635 (455 ~697%),
EERHIZEFITETHD, (FHNEATL 5
260, HTLV-1 % % Y 7= 16l CH 72, &
1 Western blot iz T HTLV-I BfhREE &
NTWa TRV ATL 2B 52K A ATL
MHEBBEEIR 3 ~5% T, xTFud Fiief
FEATH- 72, BEANRIZIZG, 2FBH4

Abbreviations :
rhiL- 2 | recombinant human interleukin 2
sIL-2 R ; soluble interleukin 2 receptor
DPB . diffuse panbronchiolitis

HABA-B ; bronchiolar type of HTLV-I associated bronchiolo-alveolar disorder -
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Table 1 Characteristics of patients with DPB

and HABA-B.
Normal Control DPB HABA-B
No. of cases 33 11 3
Age(yr) 31(24-58) 55(17-77) 63(45-69)
Male/Female 33/0 6/5 2/1
Clin. Stage 11 8 3
m 3 0
Steroid Therapy 2 0

T, FRFRIME3IR (24%~58%) Thore,
(Table 1)

% &

1. SKAM BRIk 5B

BIRMI0ml % ~~) > 1 min TR Mm%, %8
NnEBAEgHEAKEIEFNL Histopaque
1077 (Sigma) Z AW LE=RELE (4508, 30
o) THAEKE #8 L, RPMI 1640 (GIBCO)
Nz, 4Ci2T250g, 0FNELEBEL 3
ElI#&DEL, 1% fetal calf serum (FCS) M
RPMI 1640ic THiZEREE 1 X 10%/mIcFHEL
7z. trypan blue dye exclusion test [T
viability O®EF 24774 v, 5% LKL A
Ve,

2 . sIL-2R B AEE EBOER

1. OFETHEEL - BRGNS 2 mi Y
-, 24well o tissue culture clusters (Coster)
AEL CO, 4 > ¥ 2_—F—{2T37C T48kF
BEEEsE, EEWA1700g TL05RLL HiEE
$REL L, soluble IL-2 receptor assay 2\ 7z,
3. miFERUVEE LR SIL-2R OfilE

sIL-2R i3 enzyme immunoassay test kit T
# % CELLFREE INTERLEUKIN-2 RECE-
PTOR TEST KIT #HwWwCHIEL 2. TN Xk
w MR IL-2R (p55) #ElasN 24 >R
oI b —TRBHT L 2EOE 0 H
t# (2R1. 2 #Tack 7G7/B6) #Hw
T 5,

% ¥ phosphate buffered saline (PBS) T120
fEIZFIR L 7> anti-IL- 2R coating antibody
10041 # 96 well microtiter plate {Nunc) 24
EL, 4°CT24WR incubate ¥ 5. washing
buffer T 3 [l#%#% L, blocking buffer iz

m F &

37°C T 2 B§f8 incubate L 727%, & 5|2 washing
buffer T3 EI¥E#H L, coating ## 2 5, R»
% well iz sample diluent T3 Fic&HRL %2
BK150u] % duplicate I2HEAL37C T2 KM
R4, washing buffer T 3 BIEET 5, KRiC
horseradish peroxidase #Z# anti-IL-2R
antibody 1001 #3302, 37°C T 2 B#M incubate
L 72#%, washing buffer T3 m#EiFEL, £ 56IC
o-phenylenediamine % # 10041 Z M2 ZIR T30
SRIGS4, 50ul 2N H,S0, TEiEL,
ELISA reader T492nm |2 CT#ET 5. IL-2
R standard (0, 100, 400, 800, 1600u/ml) %
BoTRERZERL, 2L Y BED sIL-2
R BELEIEL 2., assay WFEEIZ#3.6%,
assay FIEE ISR L EN T3,
4 . rhilL- 2 RIEsEEORIE

1. OFET1 X10°/mlic AR L 72 HZEREF
A # 96well o tissue culture clusters with
flat bottom wells (Coster) 2100u]l 324
L, 1%FCS fim RPMI1640i2 T200U/mlic F%Y
L#rhIL-2 (> # /% S-6820) #100ul ¥
#FhL, CO, incubator |= T37°C T24B3E3E
L, 0.2u Ci/well (7.4kBg/well) @*H-Thy-
midine (CH-TdR) 2T pulse L & 51224851
¥£3£1%, cell harvester T harvest L, Scintilla-
tion Counter T g MEFREL /2, IL-2 FEE
IIXTER & % KD Stimulation Index & L7z,

IOFETERSERMIES [L-2REY
RETL 72, ZE#EEErFIc oL, 48R
FHIC S L rEEERLRL (Fig. 1), 48FFR
FEEEEREE Lz, $72, #FERBCOWTY
48R CEIR L 72, EH IL- 2 BEIZ DWW T3,
0U/ml#» 5400U/ml £ CoORiz ERAIC *H-
TdR o> uptake 30 L, 1600U/mlic T plateau
I2EL (Fig. 2), =7 X CTLL-2 2F w72
Bioassay & DHETRERFER SN T3 TGP
-3 (Takeda) @0.5U/mi#*4E#H L 72 rhIL
-2 ?200U/mlic #H% L 7z 725, 200U/ ml% #00
BELLZ.
5. 7u—HAf F A=zt BY B TRy b

&) voBRkEm IL- 2 receptor NEEMT

E#lRim 3 ml% EDTA-2Na tnigmL, 45ml

) lysing solution (£#) |2 TiFM%, 45081
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T57ELL0.1% sodium azide *+0.1%
bovine serum albumin #1272 PBS |2 C—&
e, WILL1.5mlo> PBS (o i & 41001 ¥
DRERNEICTERE 7 v— 2 HER LT,
4CIECIT RIS/, By o — > HiK(I,
Simultest LeucoGATE (FITC #E## HLe-
1 +Phycoerythrin | PE i Leu-M 3),
Control (FITCEER# IgG, + PERE#H; 1gG,),
T/B #B87 2 + (FITC #2585 Leu-4 : CD
3 +PE #8351 Leu-12 : CD19), FITC =i
Leu- 4 +PE &%l HLA-DR, T./Ts ¥ & }

(FITC & Leu-3a:CD4 +PE E#HH
Leu-2a:CD8), dwric FITC =&t IL-2
v+ 7%—(CD25), PEZ## Leu- 3a, FITC
BHH Leu-5b 1 CD 2, PE @I Leu-1lc :
CDI6% R, 2nbsnBE 7uo—HilkE R
1% PBS T2 E¥iE L, cell pellet #250ul
PBS iz## & 21, = o{k% Becton Dickin-
son 8! FACScan # Hv», 2 -color analysis
B T L /2. Simultest LeucoGATE 23
W gate ) > 2 SBREGERISR LI F, £ >0
R gate ~OIYIAZEIORBLLEE LD LD
= manual gating # 1T~ 7z, #7:%& marker ®
cut off fHiix FITC, PE & & Simultest Control
{2 Simultest program # AW THRET 575,
& 5\ E manual 12799.5% & 8L 2.

124 "

1. DPB ittric HABA-B I BiT 2 iR
FAY M AR FiEP  soluble IL-2
receptor (sIL-2 R}

m# sIL- 2R i3, BEANEN335£120U/
ml (Mean+SD} =% DPB 492+121U/ml,
HABA-B 844 +477U/ml'Th 1), BEAICHL
TDPBRAE (p<0.01) ic&fE %R L 72 (Fig.
3), TrEEEE SIL-2R 3, BRANED
8 +15U/mli= 4L DPB 46+28U/ml, HABA
-B203+177U/ml T, BEANRICH L DPB (3
FE (p<0.05) icEEERL 22 (Fig. 4).

2 . DPB i:1ric HABA-B (2 #3513 2 kA i
B3k rhil- 2 RiGEE

rhiL- 2 RISEEIZERAITRD1.68:0.35(S.
I : Mean+SD) icxfL DPB 1.93+0.69,

HABA-B 3.65+1.54%, HEECIILH -1z

%', DPB, HABA-B& L oW EEERL 2

(Fig.5).

3. DPB Uiz HABA-B iC 50t 5 k##m IL
-2R B ke ) v ogRt T2y b

FGm ) > - <8ko> CD 2585 1482 (IL- 2R 5
P ) > o0ER) iR A M BB 016.4+5.5%

{(Mean+SD) icxt{L DPB 18.2+6.7%,
HABA-B 48.5+10.1% T4 ", BREANE,
DPBzxtL HABA-B I3 EE (p<0.01) 25
fE%RL 72 (Fig.6). F72, CD4 kKt CD25%
M (IL- 2R B helper-T #HH0) (Z1@RE
AXTERN12.5+4 2%+ DPB 15.14+6.1%,
HABA-B 46.2110.1% T4 7, BEAXE,
DPB =%+ LT HABA-B (1 &2 H & (p<0.01,
p<0.05) icEfEERL 2 (Fig. 7).

—%, YroERH 74y b O (Table 2)
Tid, CD 3 B EMIMIL @R AN EENT0.3+£8.7%
{=xt L DPB 67.9+8.9%, HABA-B 73.3%
10.1% ¢ 62 Ll A 50T, CDI9R AR
I EANENI2.3+5.2%icx4L, DPB12.3+
5.3%, HABA-B 9.7+4.0% &+ HABA-B T
RRARAETH - 72, CD 3 B HLA-DR B+
Bz AM B 15.2+8.6% 2%t L, DPB
12.9%+4.8%, HABA-B26.7+6.5% & HABA
-B THE (p<0.05) IoBETH -2,

CD 4 Mg BR AN B 942.6+10.9%
j=ftL, DPB 50.5+8.7%, HABA-B 58.0+
10.8% &, @EANEIc3 L DPB, HABA-B
HICHE (p<0.05) icEE#TRL2. CD8
MR R AT ER 034, 748.9% 1244 L DPB
28.6+8.4%, HABA-B 16.3+3.1% &, &R
AFHER (p<0.01), DPB (p<0.05) = & L
HABA-B R EEICEKEERL 2. 2R CD
4 /CD 8 Hid EEEANROL. 4410 7023 L,
DPB2.00+0.90, HABA-B3.73+1.47%, ##
BANI- L DPB, HABA-B #ic A% (p<
0.05) IcEEERLZ.

CD 2 B3 EAmaaI 2R AT B )83.2+5.3% 1
*L, DPB83.0+5.3%, HABA-B90.5£3.5
%, CD 2 Bt CD16M MEmiasEid @R AR
11.2+6.0%lzx4 L, DPB 17.3+11.3%, HABA
-B 16.0+9.9% TH » 7.
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Responsiveness to rhiL-2

24 48 72 96 (hours)

Hours of culture

Fig. 1 Time course of responsiveness to rhiL-
2. The highest responsiveness was
observed in the 48 hours culture.
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Concentration of sIL-2R in serum
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(n=17) (h=7)

HABA-B
(n=13)

Fig. 3 Serum level of sIL-2R in DPB and
HABA-B and healthy control. Patients
with DPB showed significant increase of
sIL- 2 R in sera, while higher levels of
sIL- 2 R in sera were shown in HABA-B.
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Fig. 2 Concentration of rhIL- 2 and responsive-
ness of normal lymphocyte to rhIL-2.
Lymphocytes show dose dependent
response to rhlL- 2 up to 1600 U/mi,
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Fig. 4 The level of sIL-2R in lymphocyte cul-
ture supernatant in DPB and HABA-B
and healthy control. Patients with DPB
showed significant increase of sIL- 2R in
supernatant, while HABA-B released
more slL- 2 R,

4. F3F 4 — g —HoniaM

DPB #1172 HABA-B i 8wl # sIL- 2
R, L% sIL- 2R, rhIL- 2 Kiss, CD25
e YEHREE, CD 4 BBt CD25k b e 1) o
2B Ty MBI 2R R R 7
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(s.1)

Responsiveness to rhilL-2

Normai Control DPB HABA-B
(n=23) (n=8) (n=3)

Fig. 5 The responsiveness to rhiL-2 in DPB
and HABA-B and healthy control
HABA-B showed highest responce to
rhiL- 2, though there was no statistical
significance.

F4, Mg sIT- 2R (25538 |iE sIL-2R X
AENIENFEM (Fig. 8) #887izh’, CD25/H
EHIERCD4/CD8 i LizvTnE L EE
OMBBERRE L odz, KRICEEEESIL-2R
IDWTRETL 7295, W/ 37 4 —F—¢&
LAEENEE 2B %h 72, F2 thIl-2 K
fGEel: CD25BiEMie (Fig. 9). CD4 Bk
CD25B 548, CD 3 4, CD 3 gt HLA
-DR B 4088 & DRI # N FNH EDIENFER
DIz, & 5iz CD25MB M DT L FEE
DET % 1T - 72 £ 2 5, CD 4 Btk CD25B ¢4
K8 (Fig. 10), CD 3 ¥ HLA-DR Hi4HHb8E,
CD 4 BBfE#Ra, CD4/CD 8k (Fig. 11) n&~«
EBENENMRBEE R, #iz CD 8 MR &
BEBHNANHEEZRL 2, ®iklc CD4RBE
CD25 #:#A8ai3 CD 3 B HLA-DR B4
M, CD 4 tE#RIE, CD4/CD8 L DRlic £ 1
FNEBNIENFEME %85, iz CD 8 BHEEE

— P<0.01———
(%)
—P<0.01—
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Fig. 6 The percentage of CD25 positive
Lymphocyte in DPB and HABA-B and
healthy control. HABA-B showed sta-
tistically significant increase of CD25 in
comparison with DPB and normal con-
trol,

FIFEENAOHEBEERL 2,
5. BREFLE T A—F—DE

DPB oW THRRERA, A7 a4 Figs, &
HEBEERMICL > TENFN2BCF, IF
siL- 2R, #3% L& sIL- 2 R, rhlIL- 2 RsHE,
CD25RE MM, CD 4 Byt CD25IG MM BRI Dy
THEtL 72 (Table 3).

1) ERAmEARIO&ES

ERERMHATIEAIE 8 B, TR 3BITH -7z,
05 sIL- 2 R I3 11 #8531 +122U/ml, TI#A395+
52U/mle N TREEE T L7, 858 L sIL
- 2RI 11 EA42+26U/ml, MEA73U/ml & HIHET
RREETH 7. rhIL- 2 IGEIZIIHA2. 11t
0.69, M#A1.39+0. 47 M THETH N, CD25
PRI IS TTEAL7 . 326,69, HHA19.4+7.4%,
CD 4 BBt CD25/5 4R RaI3 TTHA14.7£5.9%, 1
#15.6 7. 0% L AL HZERXA LN - 12,
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Fig. 7 The percentage of CD4 positive CD25
positive Lymphocyte in DPB and
HABA-B and healthy control,
(U/mi}
400
g
;' E 3001
E g 200
- r=0.853
%3 (P<0.01)
£3 w0
23
Q
o ol
a0 Touo (u/m)
Concentration of slL-2R in serum
Fig. 8 Correlation between serum sIL- 2R and

sIL-2R in lymphocyte culture super-
natant in DPB and HABA-B. Statisti-
cally significant correlation (p<0.01)
was shown.

2) AT FREFOBE

Z7aA4 FHEREIZIH, K51 2HTH-
7z. M sIL- 2R (3 5H514106U/ml,
58U/ m L RSB TRMETH N, BEL
# sIL- 2R i3FER 58842 126U/ml, #57E73

Table 2

Lymphocyte surface marker in patients
with DPB and HABA-B.

Normal Control DPB HABA-B
(n=30) (n=11) (n=3)

cD3+ 70.3+8.7 67.9+8.9 73.3+10.1
CD19* 12.3%5.2 12.3+5.3 9.7+4.0
CD3+*DR* 15.2%8.6 12.9x4.8 26.716.5%
CD4+ 42.6+10.8 50.5+8.74 58.0+10.8%
CD8* 34.7+8.9 28.618.4 16.3%£3.1%
CD4/CD8 1.44%0.71 2.00+£0.908 3.73+1.47#
cD2+ 83.2+5.3 83.0+5.3 90.5%+3.5
CD2*16* 11.2+6.0 17.3+11.3 16.0+9.9
{* 1 p<0.01, # :p<0.05 Compared to normal control}

Percentage of CD25 positive
lymphocyte

r=0,505
{P<8.05)

Fig. 9

Respeonsiveness to rhil.-2

Correlation between responsiveness to
rhIL- 2 and percentage of CD25 positive
lymphocyte in DPB and HABA-B.
Response to rhIL-2 was considered to
depend on percentage of CD25 positive
lymphocyte.

40

Percentage of CDA-CD28
positive lymphocyte

10r

r=§.993
P<9.01)

Fig. 10

1 20 30 40 50 (%)

Percentage of CD25 positive lymphocyte

Correlation between the percentage of
CD25 positive lymphocyte and CD4
positive CD25 positive lymphocyte in
DPB and HABA-B.

U/mle %58 CRIETH 72, rhIL- 2 RISEEIR
FERERE1.9640.69, HR581.72L X ERT
RREETH - 12, CD25H MR JEIR 53¢
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Fig. 11 Correlation between the percentage of
CD25 positive lymphocyte and CD 4 /CD
8 ratio in DPB and HABA-B.

17.5+6.5%, #E5E&21.8+8.9%CH ", CD4
Bt CD25k5 AT JE4R 5-815.06.1%, #
E#15.518.6% L W ThIEHETHETH-
7z,

3) EHEERMIC L 25

FEERIGELITIZ 34, 32¢FLA it 84
TH -tz MiE sIL-2R F16ELITFI3474+94
U/ml, 32f%LL Ei3505+152U/ml, 3% E#E sIL
-2 RIiZ164% LI Ti324+33U/m], 321% L4 _Hi355+
24U/mll WL B RERBER TRICHE
# L7z, rhIL- 2 RRERIC DV TIL16MELL T it
2.65%0.19, 324&5LI Ei31.69£0.63&, Fg
EREERCBTARICTTEL Tz, CD25
MBYEMIRIZ 16/ LI T 314.5+2.8%, 3215 L1 ki
19.7+7.3%, CD 4 (%% CD25 3 MRIgIZ 1645 2L
T11.5+1.9%, 32f5LiE16.426.7% ¢ T h
LVEWEBERSEBTIISHEE L IHEE TS

a7z,

z -

Interleukin 2 (219764 Morgan 5ic &0 T
MR & L TR R I N, 198342 Fujita
Lict WEErREENZY VT4 AL T
Hd, FOZTHEETHS IL-2R IZ19814ICH
Wiz k-T2 b8 Tac Htkic L ) 32400
AN, 19844z Leonard 5= Cosman &Iz X
N BETFHEEAEN ANz, L Lihs, Z
N IL- 2 R i385 T3 IL- 212 & % proliferative
signal Z{EFTE T, 19865123 IL-2R

(p75) DTEAEHRE S L7219, 19894213,

Table 3 Comparison of sIL-2R in serum and
lymphocyte culture supernatant, re-
sponsiveness to rhIL- 2, percentage of
CD25 positive lymphocyte and CD4
positive CD25 positive lymphocyte in
various clinical parameters in patients
with DPB.

1} Clinical Stage

Stage 1I Stage [l
serum sJL-2 R 631122 395452
cultured supernatant sIL- 2R 42126 73
IL- 2 responsiveness 2.11%+0.69 1.3940.47
CD25 positive Lym. 17.3£6.6 19.4%7.4
. CD4 & 25 positive Lym. 14,7:£5.9 15.6x7.0

2} Steroid Therapy

Without Steroid ~ With Steroid

Therapy Therapy
serum sIL- 2R 5143106 358
cultured supernatant sIL- 2R 42+26 73
IL- 2 responsiveness 1.96+0.69 1.72
D25 positive Lym, 17.5%6.5 21.8%8.9
CD4 & 25 positive Lym. 15.0+6.1 15.54+8.6
3} Cold Hemaggulutinin vaiue

=x16 2x32
serum sIL- 2R 47494 505+ 152
cultured supernatant sIL-2 R 24%33 55+24
IL- 2 responsiveness 2.6510.1% 1.69%0.63
CD25 positive Lym. 14.5£2.8 19.7%7.3
CD4 & 25 positive Lym. 11.5%+1.9 16.4£6.7

Hatakeyama &Iz kL Y p75OBIZFLHEHI N
7:20)_

1985££i= Rubin 5%, ¥ Tac PR TH#ES
Nvrt b —7%0BT 287 o—Hik%
e8I, Z % BT, released or soluble form
HIL-2R %#FR L 722922 Z > sIL- 2 R {3p55
DHBEPR F AL BB XA 2k T
WwB s IL-2 EDFEARRIZTLA PSS LR TH
B EMFEHIN TR, L L LBES
T p757 soluble form IFER XN T,

19778 & B i3 T M8 E RO B
SEIRIE L, FEOFMMNEF O EEREIC
SR b HERELAREE L EH L T3, 1980
£z Poiesz 512 IL-2 # TR LA T #
e nmEBEERROMIkE D v b L L
ZRRL, b F THEAMLRKY (/LA HTLV)
EMEATZ, —H1980EIC=0F5i1c k) ATL &
XML L )T E N MT- 1 #8565 19814
IZHBL I T #8157 4 L& (adult
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T cell leukemia virus : ATLV) #4r8EL 72,
RIETIE HTLV & ATLV iE—TH 2 & &
WINTWB, B 52198242 hairy cell leuke-
mia BERMB L D HUOLV oA L ahR
R3a®, HTLV-II ¢ &% 3 h, £ HTLV/
ATLV % HTLV-1 L TE3IL 7=,

F 21982 I =8 513 ATL B8 > o<ak
EEETOHANRE NREEEENEREE >
2¥5kAT transform L, L& k&9 HTLV-]
TANAERETBZE2RRAL, EEX#ER
HZovie7{i 2ot TEkTaI %
REBH L 7220, Z o0 HTLV-1 i3, BESNOVIER{E
FEELT, ATL filg~o HTLV-1 D434
AT LMMNET A VR E B ) BREMD W
ZEFBL RN, £Z2C, HTLV-1»
RESEFHELENT HTLV-I c##ms
Tax BETFOBHEDS LN, ZOBETFH>L
2 LN BEH p4dn Trans-acting Tran-
scriptional (TAT) Activation 2B 54 & %o
22 pd0lz 7 T 4 N ABEBEFOEEEE LS
HENAL LT, W{OrOBEEETFICY
trans (¥EF L Z DEEFEWD ATL BiE%
Sl &R H B MBI Nz ds, o) pd0ss
IL-2 R IL- 2R EBEFEEERILT A2 I LIEE
BRICEED 0 6 L7230,

2o HTLV-I Bific L D 8BTS ATL i
BHLNBIHEHEIC 2V TIIERLD, g
WiBlEORIEP, BHRERENMIC, ATL &
ZH XN D LIBIOBEER, MREES, BHER
BX#, [EIZIGRE L 2M I NEFNEFE
R E T2, ki ATL ) endemic
area Ci3tEHERIEBOFIC HTLV-T I
ET ZIREDFEDITEI N, 1986FIT AN 5
ix, IIP %, DPB o —#Bic # ik@sic ATL
EHELC2EREZRRL, /12 ATL 0K
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interstitial lung diseases
Part 1. Interleukin-2 receptor in peripheral
blood from diffuse panbronchiolitis
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In this study, patients with diffuse panbronchiolitis (DPB) and bronchiolar type of HTLV-I
associated bronchiolo-alveolar disorder (HABA-B) were evaluated in regard to regulation of
interleukin-2 receptor (IL-2R) and lymphocyte subsets. The levels of soluble IL-2R in sera and
lymphocyte culture supernatant, the responsiveness of lymphocytes to IL-2 and the percentage
of IL-2R positive lymphocytes and helper-T lymphocytes were higher in DPB than in normal
controls. Furthermore in HABA-B, the levels of IL-2R were much higher than those of DPB.
The correlation coefficient between the percentage of IL-2R positive lymphocytes or helper-T
lymphocytes and the CD4/CD8 ratio were statistically significant. In the patients with DPB,
the percentage of IL-2R positive lymphocytes and helper-T lymphocytes were increased with
the progress in clinical stage of DPB or the serum titer of cold hemagglutinin increase.

Therefore, the cellular immunity regulated by the IL-2 and IL-2R system might play an
important role in the pathogenesis of DPB and HABA-B.



