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PN aAL ¥ 2 (HE) BRZRERHE 5K
BTH 5B, KB XMIEESEE(Dron
choalveolar lavage ; BAL) ok, Zhic
I NBLNHRSENRBEENHRICLY), £
DREIZ LWL INDODH BN,
EBENMBATTIZIT) 73K, ¥ic helper
T-cell <88 L, #H#FE9IZIE T-cell alveolitis
& 0 IE B E B MR AZFIE TR E R L,
HEENREZRICIZ T ) > 2 ERA Y 20 1% El
FiEZLTWBEELLNTVEY, ZhALT
1) > - SERDBEFEIC 13 Interleukin- 2 (IL-2) o
Sruhx, MRaFRE A~ Interleukin- 2 receptor
(IL-2R) DRBHYWEE LT\ 3%, SRIEE
{3 BAL I2 X W13 o /2 hhlg) > 2Bk % reverse
transcription-polymerase chain reaction
(RT-PCR &) #HvT IL-2Ra (p55) mRNA
DRI % 5 FEPERITRET L 22579, BEiCAE
FRE L) ESEEICKREE NS Propionibacter-
jum acnes (P. acnes)?fifg ") > »<&k IL-2R
o mRNA DREB~DEEIC O TLREF L2,

HREHE

1. % %
MNRIIKIGETERESH, I LBE3IH,
itk 5 BT, FERIX 238k 554/ TH 72 (Table
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1), MoEBXHusmiaiy, I#16%, IHA2HIT,
BEEL 3B TH -7 THIEREXMNE
Wiz & ) MBERICHEL RSN, BOo1
B3 BRI AT I HHEE & B2 L 72, PPD R ARG
6B e, MIET > XA T BRER

(ACE) % 8 Bl 5 Bla B R L, F3926.6 =
7.8IU/L T, M) /' F—LEREZREZT-
7z 6 BlehlrmiEz R, F#19.9+7.4g/ml

EERL T MR E L TREAS S BAL
% HEATL 72,

2. H &

BAL B EAREIICRELHEBAL. &
BAEAKS0ml I X 5 %E % 4 EMRDEL, A5
200ml (C CHREEIT- 1. BN AL
RPMI 1640 THRFL D LTI AF w 73 o —

VR TRIGE, fEMiasREL, JEfEmi
) ro3RkpEE UCRIRL 720 SRELAY >~
2ERIT ) v BRI A TR AiB K (PBS) T L2
Db 3 X108 % BT, Kawasaki b0 Fikic
f€ - T cytoplasmic RNA ##HL 79, ¥ 7
b 50.5% Nonidet P-40, 10mM Tris-HCl
(pH8.0), 10mM NaCl, 3 mM MgCl,, 0.1%
Diethylpolycarbonate % &r isotonic high-pH
buffer 1001 H-CHIRE 2 AL, 12,000G,
4°C, 24, Bl U2 o8L, 25tk
H#90C, SoMmMEAL L% BEA(2ELRE
L T cytoplasmic RNA ##H L 7. Boni
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Table 1 Patients characteristics

. Histlogical PPD ACE* Lysozyme

Case Sex Age Stage Smoking diagnosis skin test activity activity
1 F 46 I - + - 19.4 13.0
2 F 33 I + + - 28.5 14.5
3 F 54 I - + - 26.9 ND
4 F 43 I - - + 20.9 15.9
5 M 23 II + + - 34.7 34.2
6 F 39 I - + + 15.0 16.6
7 M 50 I - + - 40.9 ND
8 M 37 II + + - 26.7 25.6

* Angiotensin converting enzyme

Amplified

Molecule DNA size Primer sequences and primer location

968
Iprimer
IL-2R  398b  Sprimer: 5 GAATTTATCATTTCGTGET6GG6CAT 2 — & 1 A1 A AIf
3'primer : 5' TCTTCTACTCTTCCTCTGTCTCCGY | 2 s we| T2 e a8 95
n Sprimer 5
IL-2R 77T S'primer: 5 ATGGATTCATACCTGCTGAT 3' pont 2 3. 4 &
3primer : 5'GAGCCCACTCAGGAGGAGGAS' N N A )

5'primer
181

B actin 319% 5'primer : 5’ATCATGTTTGAGACCTTCAA3'
3'primer : §'CATCTCTTGCTCGAAGTCCAZ'

Fig. 1 Primer sequences for amplification of IL-2R & and g actin.

cytoplasmic RNA i250mM KCl, 10mM Tris-
HC! (pH8.3), 4mM MgCl,, 1mM dATP
(Takara), 1mM dGTP (Takara), 1mM
dCTP (Takara), 1mM dTTP (Takara),

2.5¢M random hexamer (Takara), placental
RNase inhibitor (Takara) (1u/ul), reverse
transcriptase (RAV-2, Takara) (0.3u/ul)

MMz42C, 1MMREEYE, cDNA #&8L
72, 95C, SOHEMBT I ick ) HEEE
ZERiELLznL, DNABKEZNE T H
T PCR %47~ 7. AL 7 cDNA ##20
pl ZZNFN Fig. 1i257-7 5primer 50
pmoles, 3’primer 50pmole & Taq DNA
polymerase (Perkin Elmer Cetus) 3u #/n2.,
denature #95C iz T 1438, annearing % 55°C
12T 14/, extending #72°Cic T 3 44T\,
ZN% lcycle & L TEF35¢cycle ) PCR #47-

7o, WEICZ7 oo R afitic k) PCR EW
#7572, IL-2R a primer & LT, 2 #&3Ho primer
#Fv72(Fig. 1), 1213 CLONTECH Labo-
ratories #8 T, 5’fili3 exon 4 25 base
A%, 3'fllH% exon 844 exon 724 base
HERE S ., IEEEFIC & 1 398 base  cDNA
FHEEINS, L9 1212 DNASH# (Applied
Biosystem) % Fv> CHEBI L 72 primer T, exon
1i2& 1520 base &, exon 7 PIMN20 base
T, PCR iz & 1) 777 base > cDNA »*igIE& n.
5 L) IEERH #RIRL 72, - NEBR E
LT B actin ®» mRNA ##%H¥ 3726, 319
base @) cDNA »¥IEE 1.5 L J 7 primer &
L7 (Fig. 1), PCRESIZ 1% T o—
27 (FMC) CEAKEL 7248, =57
LT7aef FORELR, BRIKBLLT /o
— 24 IiE, Vacu Gene XL (Pharmacia LKB)
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% F\v>T Gene screen plus (DuPont) IC&EE
L7z, EE# « ¥P dCTP (ICN) 2\, P
THEs% L 72 IL-2R & exon 4 (320 base : Oncor)
& B actin (770 base : Oncor) # brobe LT
Southern blot #iz & ¥ hybridization #47-

72. Membrane (3 ¥ L 724%, autoradiography '

2 2UBRERITEB LN 7+ % photoden-
sitometer (FAST SCAN ; Molecular
Dynamics) 12 CHIZE L, mRNA Oy 5
BHEPHEL, AL YERMBY >
RoO—EWE2 N TNE—FT CEMEH, P
acnes PER (Propionibacterium acnes
pyridine extract residue) 5 pxg/ml FINEF,

PHA (Phytohemagglutinin P ; BACTO) 10
rg/ml TIMBRIC AT 724%, 12RpRESEEL, Rk
i IL-2Ra (p55) mRNA HFERZBRETL 72,

] E S

1. KEZNGRa s A

HHE 8 BTl BAL i & 927.1£13.2X 104E
DFZMRsRZRL N, BEMEN S b)) o
BRILER(328.6+£20.3% L @E AU FHICH
mL T, )V orsgfky 72y F 245 L CD4
Fatk ) > ERDBEIAEBH LN, CD4/CD 8 It
8.53+4.86 HfEZ R L TWwi, BEATIE

26.6+23. 1 X 10EDFIEMBELIFTEL N, V) ¥
BRHERI36.6+3.6% TH -7z (Table 2).
2. MT-1 #ii8ic BT % IL-2R 2 mRNA Dk
H

IL-2R o #EHEMICHEHAL T3 HTLV-1 &
Peiflaik MT-1 2 W TRT-PCR &I &V IL-
2R a mRNA DR TE B BEBEPITDNTR
L 722 MT- 1 Ml ARl B ERRRT 2467,
398 base ? cDNA »®iE3I N5 IL-2R «
primer & B actin primer # V2T RT-PCR %
T 72, PHa—4 N ta,3> ¥ & Southern blot
T hybridization L 2R ZHET2E, 7
Aa—Z 7 v E?398 base D3 Fio—B L T
hybridization, #fazkic Bl ¢ mRNA o
FHoEm»RH LNz (Fig. 2). L»L, B
HEXTIR & L CHW 72 K-5628Maic (3 HBAFED
Lbietroiz, FLRBERERGEITO P21
BAd v IR 5T, genomic DNA )
BATEWZ L LHERINL, THa—X7 N
Eosxy B3 IL-2R @« mRNAHXTH Y, T
HGMEMIEE L IL-2R « mRNA RHEICED
MBS LNz &), KEREVE—F
#T T mRNA ORBEDIELI R EEZ 5
nir,

Table 2 Cellula”r components of bronchoalveolar lavage fluid from patients with pulmonary sarcoidosis

and healthy individuals

Number of cells

Cell population (%)

Lymphocyte subset (%)

Case

(X 109) Macro. Lym. CD3 CD4 CD8 CD4/CD8

1 54.4 2%6.3  713.7 81.2 73.8 5.7  12.9

2 31.0 79.6  20.4 85.4 74.4 12.3 6.05

3 11.1 84.5  15.5 8.5 72.9 3.8  19.20
4. 214 84.5  15.5 56.8 69.7 5.9  11.81
Sarcoidosis 31.4 50.4  45.6 97.8 72.6 20.8 3.47
6 10.5 94.1 5.0 87.6 71.6 10.0 7.16

7 23.7 70.8  28.0 61.9 45.7 9.5 4.81

8 33.0 73.7  25.3 91.4 63.1 22.6 2.79

1 12.9 91.9 7.6 69.9 32.6 42.1 0.77

2 71.8 99.0 0.8 73.3 34.1 42.4 0.80

Control 3 2.4 94.2 5.8 75.1 59.1 26.2 2.25
4 12.3 89.7 6.7 93.3 71.4 21.2 3.37

5 11.8 86.4  12.0 83.1 62.7 20.3 3.09
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Fig. 2 IL-2R « and g actin gene expression of MT1 cells using RT-PCR. The
intensities of IL-2R « gene expression were closely correlated to the
cell numbers applied to RT-PCR.

IL-2Ra /3 actin A
; 398 b 319 b

Fig. 3 IL-2R « gene and § actin gene expres-
sion of lymphocytes recovered from
BALF of Case. 2 using RT-PCR.

3. bt MimBgY »oeBRkiz B 5 IL-2R @« mRNA
NEB

G 2 DI Bk %E AT IL2R a
mRNA %3 % RT-PCR TR L. 7o
— AT NBT, ZFTTATuw, FIcTHRE
3¢dE, 72257 IL-2R « primer 2%t
i L T398 base & 777 base NEFALIC N> F e
¥ 57z, Southrnblot %475 &, FA4 o
— 27 NEicBH LNy Fio—&L T, IL-
2R a mRNA EBHEBH L7z, 2 WER
B & L THwWw/: B actin primer 4319 base ®
EhLic—B L T8> PR b (Fig. 3).
Az & ) HEMILY) > Fkid IL-2R @ mRNA

ERBAL W3 0L 3 N/ BALIC LY
/oM, ) o EREUCIZRER H
5309, RT-PCR &% AWiLER S L2 M5
FTH->TH, mRNA ERNORETHITTREL &2
bLhiz,
4. Fnaf F—o 2RBEMR) >R BIT
% IL-2R « mRNA %3

8 BlontHiE B &R ) >~ BRk%E FIVT398 base
) primer {2k 3 RT-PCR #47-72k 23,
mRNA N 7FNORBEEIZEILH B LD,
8 Bl&plic IL-2R @ mRNA NEH»BH LN
2. L LxtReEsE Nz > k%
HAWTLRBUIESH LN -7 (Fig. 4). B
actin 3V HEBE, MHEBEFAOVTRICLED
Hhiz, BlLRYESE 85 L MBEEAS
Bk ) > 23k IL-2R @ mRNA HFEHiiL,
YiE Tl 8 Hl4eflic IL-2R « mRNA H¥%
c¢DNA (398 base, 777 base) NREBRHBH HIL
ehs, BEATIESHELL2nRBIEADLN
Zth -7z (Table 3). ZBWENEE L TH
7z B actin IV EERE, WBEEALLICRER
RHLN, VERFICBWTIIREAICKL
IL-2R « mRNA OREBRHITTLEL T B I L d*
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Fig. 4 IL-2R « gene expression of lymphocytes
recovered from BALF using RT-PCR.
Southern blot analysis shows that
patients with pulmonary sarcoidosis had
increased expression of IL-2R @ mRNA
compared with healthy individuals.

Table 3 Gene expression for IL-2R « mRNA
(777b and 398b) in Southern blot analy-
sis followed by RT-PCR of pulmonary
sarcoidosis and healthy individuals

Primers for IL-2 mRNA
Case No.

777b 398b
1 + +
2 + +
3 + +
) . 4 =+ +
Sarcoidosis 5 ND +
6 ND +
7 ND +
8 ND +
1 ND
2 ND =
Control 3 - ND
4 - ND
5 — ND

+ : Expression was positive in Southern blot
analysis follwed by RT-PCR

— ! Expression was negative

ND : Assay was not done

B2 0)2Y (AR
5. Haf F— ZBEMIRY) > FRIc BT
% P. acnes ##, PHA ##ic & % IL-2R
a mRNA N3
HiEREMIBY) o BRTIE, §TICIL-2R &
mRNA OREHASTLEL T B Z EHBHLAR
5, REIC L 2RBANENEFHET L0 E

B actin
319b —

—
4_,7.%()

Fig.5 IL-2R « gene and B actin gene expression
using RT-PCR of alveolar lymphocytes of
case 6 incubated with PHA, P. acnes and
stimulant for 12 hours.

B 8 Birh 6 51T, RPMI 16400 40> el S 2,
P. acnes PER 5 ug/ml #MMEE, PHAI1Oug/ml
BB 3BT 120 RIS L 120 B cyto-
plasmic RNA ##ii L, RT-PCR #47w> IL-2
R « (398 base) & L 8 actin mRNA Hkon
cDNA #3iE | EXkE), &E#, Southern
blot ##47v>, photodensitometer = THI%E L
N RBE 2 B L 22 EF 61 Bi1F 5 IL-
2R @ mRNA # X U* 8 actin mRNA H&H.%
Fig. 5iciml 7z, 2226 6 EMIcBIT 5 P
acnes, PHA FlgF o IL-2R @ mRNA HHE3H
% photodensitometer | THIZE L T, S &5
EDHENBRERE B L 22,

EORERBERIBREZ1.0L L2324, P.acnes
R TI32.23+1.46L % D) 6 i 5 BITRBH
L, PHA RI#Ti32.1420.61 L 4 Bi4fHT
BInAsER8 & 117z, P. acnes R L 72354, PHA
FIgL 72354  ARENRIOM G AD LN
7> (Fig. 6).

% 8=
TERRENANS HHAFEMERETH 5.
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Relative
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5.0+
4.0
3.0

20

1.0

(-) P.acnes PHA
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Fig. 6 Relative intensity of IL-2R « gene
expression of lymphocytes from patients
with pulmonary sarcoidosis after 12
hours incubation with PHA, P. acnes
and no stimulant.

Z D% TR ENAFIRBD LN, FMETT
{3) > 238k, $#2 helper T-cell #58m L, T-cell
alveolitis # B T LEMIBRZFEERICES &

ZZoNTWwa>), Zhs THEORECIL,

IL-2 mpes, STt s ) >/ <sBkEmAD IL-
2R OEMAVEE INT W59, FEEILT M
EHICIIEHNES L CESFIE IL-2R 2% H
ENsh, EFEFME IL-2R i3, IL-2R « (p55,

Taq $LR) % & 42 IL-2R B (p70-55) 5k
FRAMHII2AL TERENLE~T OIS [ =—
LEZ LN, aNEBRHIBHICHNIZEHIZE
W2HBH LA L Lo 2atlZ DL DHERH
FHEIL-2R & LTHRIBENS. IL-2R o NEH
3 THEE{CREBICKFL, S8RA% IL-2R
TR on/off 24 v F & L C#AEL, IL-2R g
SRR RBL L2 2858 7o
BEZH-> TWBELHEINTNEY, ZNLS

12 IL-2R o 3 THIMEAYEMEIL L AT 25548
BEmEERLTwa, EELIIINETY
fEMRRY » o2k IL-2 A, SihiiEEL, &
GIZIL2RDERLTHEL TWB I EEHEL
T&12, ZNLNBRSHBENICB Tk
LEBTHOTNE, 2R TH2HILIR @ i

‘alﬂ:l—_-

BL, mRNA nR3iz 5 FEWFHICRET L7z,

MKW mRNA #HER#ZR5ICiI—KIC
Northern blot iEA¥ T2 LT & 72121393, IR
PCR #HWTiHE" DNA 28T 5 FHED
BRIN, 3T LB CHHE»LENSG L
Il 5727, B LICWESEEFR % v mRNA
88y LT cDNA IcZ# L 720 b, PCR I
L NHEIBEEE 55k (RT-PCR &) »gE3n
7219 A VWU, w7 U b mRNA
DEBRERITETH 5 £ E2, FELMILKE
FiornBonehiil) ooek» s IL2R
mRNA 2R A7, RT-PCR 2175 %4
{ total RNA, 2 5icid mRNA I THBLL
TAT ) DH—BGTH % 5%, REBRTIZ NP-40
12 & " MAElE 2 @if% L T cytoplasmic RNA %
WO L, SEERERICL) mRNA #EZ
cDNA 1zZ#: L, 2 cDNA % IL-2R « primer
#RAWTPCRIZL ) HEY DNA # HigI¢
7. #L T RT-PCR &Iz L #uZ BALF 1) >
29k IL-2Ra mRNA ORHEH+DITZ 52 &
HHERTE T,

AETIE 2 BOBRIIC2TVWHIEE ¢, F
eV 7R S5 MR 2 &I B L TR —
Lized, RANERMICIIMEIERS, BED
RT-PCR #2115 mRNA oERICEL T,
ENERIC L 2 HEIRA LN TS0, &
RKOBEIIZFEETH B9 4EIZHERNER
& LT B actin mRNA R % EERIZIT,
INLEEETAZ LICLY, IL-2R « mRNA
Dy FEREE N - RBENRENRE
FREL 2L

TIEREE & UNRBEE A KBk
2T, HFozitifa)) v aRk% AviC RT-PCR
#Hi2 kD IL-2R @« mRNA ORB OB %4T-
fekZ A, THREEBESHILPICEIIBHLN
e BEEAS B D N 7z, B

AN 3N EATY IL-2R « mRNA 38

B AU TOFEEL T B EEZ LN B K
ETRIBRETE o7, T-NEARELT
Fv7z B actin I HERE, NEEEAOVT
Mz @HoNTHY, HEMKRY) > <2k Ti3
spontaneous |C IL-2R &« mRNA #%H | Tw
5 Z & HHERR T & 72, Muller-Quernheim 593
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Northern blot #Ric & 0, HEEMILY > ~<BRkic
IL-2R @ mRNA #* spontaneous (CRH L T\»
5ZLEHELTEY, 251 Konishi 5243
VEERMGIMLND ) > -<Ekiz B IL-2R & mRNA »¢
spontaneous ICEHA L TWE It 2BHT 5,
EEHAYE T3, IL-2R « mRNA 283 3% 1)
> ERARAT & D RABMICEATL, 3 6I1CH
KWHUVR->TIL2ic &Y, BICHIEL TW5T
et H 512,

SERET L 2295 8 Blix, WIFnyifilgY >~
2<2ko CD 4 /CD 8 #*EMENERI TIEBEIRI & &
ZHNBERTHE, EHETENMEIRY > /¥
R, ¥R CD 4 BT ) o SRIZFEME T ¢ IL-
2EEEL TWB I EFBEINTEN, 2D
%5 autocrine | IL-2R RHiE#RREABERE L <
WREEZLND, ZTNLHNDZ LI, soluble IL-
2R HBATIC ML T a2 e b BT S
né 18.19).

IL-2R #F %R T 549 72=v b DUH»T
b, IL-2R a oFEBUIHR % & T MlaiE bR
UKL, Bolbho—@ikic I L SHM
IL-2R # R LIBRET 5 Z L5 LT\ 51020,
SEOVEEMNE) ko ime IL2R a @
mRNA Vv~V THORERNHEIRIL, 15 2 DFHEY
Fg & ChiR) ok mEEibdns z &
THEIND,

HIENRRIIFHETH 5%, HHENME,
TANR LI L ENERB D 5, AES
FHLE LR EY LIS F—2 AFRER
Haf F— RFE» B OSEEEELAT
v, EEES»OEREIC P. acnes 24EELY
FERE~NDBEE 2H#HEL T 59, ZORSEM
Wiz EREARE TR S o— BB E R L,
Traxy FiEEERTZLPMONTEY,
HRERBEEICE W TENZBERE L L T8
FEINTWE2, FHLIIRIGRTENMIR ~
+¥gkiz P. acnes PER 2 BAEET H L 1) >/
HROGESTET 22 L 2HEL T 5222,

BEIoEE &3 HEMY) > 2 8kid P. acnes #|
i k0 IL-2 mEAFUSTTES LY, 1) >3
ERTER IGHTOET 5 Z & 23O, BEDFE
~ P. acnes DS EHBEL T&L, /2%
JLEy Fic P. acnes #RFENRET L L

ok, WMAFEEZERTLIILPTE, K
BMEBRTL &+ YHE LRI BAL Bz
v ERYTEML IL-2 BENTLET 5 Z &6
ENRE L L THOMHEMZRE L Tw52, 2L
T4 KT, Bl > 78kl Tl mRNA
DUV TEELEIN T B L FHELRPICY
- 72, Bz P. acnes, PHA RIBChitifay >+
REEELZLE RT-PCR #2Hvw IL2R «
mRNA M8 S BB Z LB L 1275, 20k
5 PHA ##uc & - THiifaY) - sy L &
Nan LRk P. acnes Fl#ic & - THHiE
B ) > o<Bki3EMIL & 1L IL-2R @ mRNA o
RBUIERBRE L ) X HICWMET 22 LA
Lz, Thbb, FEEETIE P. acnes 7%
SOEMICTURRIE L 2 D Bifa ) o ssk & EELL
L IL-2R mRNA L~V THOFHL R L T
LEREME A HERR I L7z,

LA L, P.acnes i3t PicBWCTIXEAEE
THY, —HFHERENEETIELDTENE
L LR ERENESEZ b b, TE
BETRREWE L %Y ) 2HFERBICEES
nELIRBEEDREH > TILHTIL-
2 DEE, IL-2R 0B s 2 Y THEORIE
#5l&8BI L, —ENHENFREZBEL T
DUEEEEATRBE I NG,

DL 5 IEBEF VL TORE L IERAE
DEAWE~N—FEITEINEEZ L, P.
acnes &MY A F 44 > mRNA ~nEE5
IZDWTLREFTH 5.

&

2

HERERR) > BRkiz BT 5 [L-2R « (p55)
mRNA NH&EH % RT-PCR #H\WwTRETL 7.
3512 P. acnes Rz L 2 HBREOLE D
KA T OB % 1587,

1. IL-2R o ZEEENCEHRL T3 MT-1
FHWT, ERiCHAV-ME% s RT-PCR &%
12 & %5 IL-2R a mRNA NRIRIEE # gz L7,
ZDFER, MRREUC KB L T mRNA DRBHS
BH L1, A L UTE— %4 T T mRNA #
REABOLEAEEEEZ b,

2. YERESHI LEEL5HT RT-PCR &
I E ) REXHEREIC L VB LY >
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28k IL-2R @ mRNA ORERZRFTL-EZ
%, VHEBETIE IL-2R « mRNA HEBUIK
L7 8BILBliciBd by, BEESHT
123BH 5T, HERERY > o2k IL2R «
2 mRNA VA TEELIN TV Z L5
AL 7.

3. MEBEM - Ek% P. acnes #MNEE
295, IL-2R a mRNA OFEBRNHEHAHER
& 51, P.acnes DVHERE~DE S EON
AR

X

#

LIE X W iESEATEMBETCIE ) > 2 ERATE
Hibd N TED, T-cell alveolitis #3k7/:zL,
BLIZIIEERMBAFEANCERL T L
EF Y (WA

ABLEWETLICHY, BBEL LHENS
& Ui IR % BB 7 B AT AR BRI R 0
FEELIT. 37, REHBEL 2ERELE
B RS BT, ARERBRR, ERGHAEER
P ERRBIE I R L T
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T-lymphocytosis was detected in bronchoalveolar lavage fluid of patients with sarcoidosis.
To clarify the mechanism of this phenomenon, interleukin-2 receptor (IL-2R) a gene expres-
sion of lymphocytes recovered from bronchoalveolar lavage fluid was investigated in 8
patients with sarcoidosis and 5 healthy individuals, using reverse transcription polymerase
chain reaction (RT-PCR). Cytoplasmic RNA derived from alveolar lymphocytes was reverse
transcribed by RAV-2 reverse transcriptase to ¢cDNA. The ¢DNA produced by reverse
transcription was subjected to PCR. The primers of IL-2R «a were utilized and a template
derived from IL-2R mRNA was amplified by PCR. Southern blot analysis using *’P labeled
¢DNA probe for IL-2R o was performed followed by PCR. The intensities of IL-2R mRNA
expression in Southern blot analysis were closely correlated to the cell numbers determined in
RT-PCR.

All patients with sarcoidosis had higher expression of IL-2R « mRNA transcript in alveolar
lymphocytes compared with healthy individuals. Moreover, the expression increased after
stimulation by Propionibacterium acnes in 5 of 6 patients with sarcoidosis.

These findings suggest that alveolar T-lymphocytes in the patients with sarcoidosis were
activated and played a central role in the pathogenesis of sarcoidosis.



