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It has been reported that IFN enhances IgE-mediated histamine release from basophils. His-
tamine is one of the chemical mediators to cause an asthma attack. Histamine plays an important
role, especially in atopic asthma. Therefore, the relationship between atopic bronchial asthma which
belongs to the Coombs and Gell’s type 1 allergy, and the IFN-system was investigated.

IFN was measured by semi-micro dye-binding assay. Oligo-2’, 5-adenylate synthetase (2’,

~AS) in peripheral lymphocytes (PBLs) which is known as one of the IFN-induced enzymes was
measured by the liquid solution method.

Serum IFN was detected in 40.6% of asthmatic patients, but not in most of the healthy control.
It was suggested that most of the serum IFN detected in asthmatic patients is «-IFN and the rest
may be y-IFN by pH 2.0 dialysis and anti-«-IFN treatment.

Furthermore, activity of 2', 5-AS in asthmatic patients was higher than in healthy control (p<
0.05). These results of serum IFN and 2, 5-AS suggest that IFN productive capacity in asthmatic
patients may be increased.

Therefore, IFN productive capacity was investigated with PHA, ConA, OK432 and HSV. IFN
produced in PBLs of asthmatic patients was significantly higher than in those of healthy control in
the cases of PHA, ConA and HSV (p<0.05). In the case of OK432, there was no significant differe-
nce between asthmatic patients and healthy control, but IFN produced in PBLs of asthmatic patients
tended to be higher than in healthy control (0.05<p<0.1). These results show that a- and y-IFN
productive capacities in asthmatic patients are increased.

Therefore, we investigated the influence of - and y-IFN on histamine release from basophils.
IFN was added to peripheral leukocytes and the cells were incubated for 6 hours. The cells were
then treated with anti-IgE. The released histamine was measured by fluorometric assay. As a
result, - and y-IFN enhanced the IgE-mediated histamine release. The function of y-IFN was
significantly stronger than «-IFN (p<0.05).

These results show that the IFN-system may be closely related to bronchial asthma.
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Interferon (LATF IFN FBE) 137 4 4 AREYZ B L
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B 7 & D BB SRR i B M IFN
BERNERCEE IR, hb0EARDORERRE, K
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Ihi, KETWEBRZ R T, 0ETCEH
ETIFN ESEIRDHIE 2 £ v 12D B4,
BRI CEROBERR NS 2 &, RO v
A7 7 FvEBBCKERBEOTTENLR RS C
L e R LM hoob T, [REXWE &
IFN & OIS DBESEIFET 5 LE 2T
ET\ 5.

SELZWMBIXT VA F -G, KEBEOTLE,
DR ERPRRICEEL, SEORYE, SEBOE,
BT E DR A DFRLSMb - TWET L L0405
n, TORERRUFERLST e -HRE(7 vA¥—
MR, BREFMME (MREERRRD, BaEMmE s
FohTns® 7 e -BKES AT Coombs &
Gello I#l7va¥—BL, [gE¥HE (V7 ¥v)
PEELTWS, VTFVIIELIRD LIBEHERE
UIFEERREmC Fc 5 e T5. —ov7rFve
7 vy L ORRIUERIGORER, HENEHE E
U, histamine % SRS-A 7 FodEM: 7 ¢ v (chemical
mediator) 2EHE S WRBEREXIIERBITEEZD
n T B2y i3 IFN 2331 IgE Hi 44 = ragweed
antigen E X »{F¥E EERH> 50 histamine & 2 118
T B 2 LR, fFEHEERD chemotaxis #58 {E %
BTH® g 3h, [REIRBOPTET b —
BISEST WA & IFN L oicBGCBIEE S 5 = L b3
REEE T B.

IFN @il i@, FL el o FN B2 d
MLl kEMEDOPRLY 41 2 (vesicular stomatitis
virus, VSV) 7 & D#ISEREM v 1 L A% F\ /- bioas-
say 2B\ b B HME D IFN otk HgEc5 5.
Z st LT oligo-2’, 5’-adenylate synthetase(LLF

il
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LBRO—2>THY, IFN oy A v AEHO— %
5 EE2 LR T5A, bioassay THH 2 HEEE
T IFN ik - TAFE IS, 2°, 5'-AS &l
ET 5 Lk - CIFN ofFELEENs 2 L5
e LEZ bR DY

T, BELIRT Y -RSETHREARNRICL
CiliEF IFN S EIEd 5 & L b, ) V48R 2,5~
ASFEH ORI X o R ANz, TOBE, W
B0 IFN EAEITTHE L TV ATTREEAE 2 il
DTHBERMBIMY v BREACTE D IFN EARE K
L.

X hizg, v b A EIFN («-IFN), % U'reco-
mbinant y-IFN % B\ CiFEETRK S50 histamine 1%
BERENRVEF o LU R 2T 7o - 7.

2 HIRMRBRUFE

21 MRS
7 b e - BRI EEE 46 4, ROT FE- R
DEEED I\ EEE 53 LRI R L L. SEX

B HE o2 M American Thoracic Society (1962) @

Y TR, T - HSEERBOBHIIALD
FHg? ey, TableliwRd7vas—gicl-T
IEDERBIEARYT P E—RRESHE L ZEL
fo. BIEERAAT VA ¥ LR ARE LM EEE
EEYEEEE (1983)™ 1Ift - 2. WFZEXT S O R,
FIEESE A Table 2 io/= L 7.
2.2 IFN iz

2.2.1 Mm% IFN o)RizE

7P E—-BSETRAEE T, BWEEE LB
2 ZBEROEEE 28 Z4oMiE IFN 2RIE L. #hEkE
D BERMmA 10 m/ BEEXL, 1,200Xg, 30 4HELT
B ohicmmiE s 100 580 PBS (pH 7.5, NaClo.8,
KC10.02, Na,HPO,-12H.00.28, KH,PO,0.02%
w/vol) FHWTAC2U OB 2T, IHIZ
0.19% NaHCO; ¥ RPMI-1640 £2#% (Pharmacia)
1,000 m/ < 4°C24 B§RIBHT LIctE, IFN ESEAREIEL

Table 1 Scores of allergic factors.

Onset age of less than 16 yrs
Family history of allergies
Past history of allergies

— e b et

Positive skin test

(without fungal allergen)
Ig E (RIST) 400 IU = 1
Ig E (RAST) score 2= 2
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Table 2 Subjects studied.

Sex Severity
Group Number Mean age
(range) M F Mild Moderate Severe
32.0
BA 46 (16—62) 25 21 20 19 7
23.7
HC 53 a6 s 37 16

BA : patients with atopic bronchial asthma.

7.

IFN #l %&£ 1+ Armstrong ¢ semi-micro dye-bind-
ing assay® \H¥EHLL 7. ek, b b EEMHSk FL
e % 5% fetal calf serum (FCS, Filtron) #Ein
RPMI-1640 52 % ¥ © 2x10° cells/m! w59 % L, 96
well cell culture plate(ffX-<—72 5 4 )iz 0.1 m!
FToOHEL, 37C, 5% CO. 0 &HT T 24 BRI %
L, confluent monolayer 1z 7c - #-B & ¢ LE» 3 C
tz. = o culture plate iz NIH & # «-IFN(G-023-
901-527) i X » THMME%T7c» 7% a-IFN (H&K
7t F ek Lot. 02-31, LITF{E# o-IFN LB, KO
LR oFEHrAE M % 5% FCS in RPMI-1640 13
BaRRCTEREAERL 205 0.1ml F2FMLT,
B HIC 24 BRI L . B, MiEIEERIN RPMI-
1640 BE B E Ao 2 [EotkE xRz, VSV (New
Jersey strain, 10° pfu/m/) % 0.1 ml Fo8fE L -,
% culture plate iit v 1 4 AXER, HEMNBY X,
T A N AT R\ T VSV o X A MBI 2380 52
7o feRERC, culture plate 2B A KT 3 @5
L, ¥ 7FrEER~Y vig(gentiana violet 0.5,
formalin 5, ethanol 50, NaCl 0.9% w/vol) T 3~5
SEOREERITIN, KK, BRTEBRISL K
\~C, methoxyethanol (RIJt) c&FELXHE L, HIT
181/Spectrophotometer % F\~, 550 nm O & Tk
KELRE, BE o-IFN 268 SRR ES» I
BRE LI ZOHETI 4 BARED IFN BIE AR
A TH 7D T, 4 BA LI EamwE IFN B L L
7o

2.2.2 & IFN type nEXE

mFEFED S5 IFN i3 a-IFN 3501 y-IFN o
ATREMED B H. PH 2.0 OFBHTMET o-IFN (31&Ew
F, v IFN 3&KET5 L3 hTw5%, 2z, IFN
D type ¥FETHZENTPpH2.0 c X 5B FME L &
F¥He t o IFNHUE CRENIH 20 55) ©X 3
FIER AT -7 pPH 2.0 1k 2ERMEIL IFN 15
HORD LB BT 8 ERDIME R OE#E o-IFN

PBS #iEd & L.

HC: healthy control.

Q00 IU/mD %+ Fn 3ml BT, 0 1.5ml ¥
VT 100 f5 20 PBS(pH 7.5) %0, 0.1 M KCl/
HCI(pH 2.0)12 X % 4°C24 BRE 0BT % RIS 14T 70 -
7o & 5120.1% NaHCO; % jn PPMI-1640 £ 3 %
1,000 m/ T 4°C24 REfEMN Lict, mimiolETIFN
EMEREGE L. ¥ «-IFN ¥ifkic & % chRIsEEs cit
IFN S 2 3o 1ol B A% 4 HEFIo PBS K v RPMI-
1640 FE|IKIC & 2 BITHE A MG K OE#E o-IFN (20
IU/mD1 ml wFAEDOH «-IFN $HifkwInz 37C, 5%
CO, DEMHT T IREMG SR, TR0 FEy A
W IFN & 28I U k.

2:3 2, 5-ASEMOAIE

2, 5-AS1EIFN 2 & » T Y v Bk EoMBRIc s
EBIh, 25X RNA(polyI: poly Cizc &2 &
HWRNA RO 1 2A@3% 2 KRB RNA) oFHETT
ATP 2#'H + ¢, Fig. 17 L 5 7 adenylate o
oligomer ¢ % % oligo-2’, 5-adenylate (1F, 2, 5'-
A LBR) HERTAM.

FZC, U vEBRBEE RS *H-ATP & poly I:
poly C &z TRIG SR, GHEhic?, 5-AD
HEHESRZRIETSZ LI X - T Y vEkoD 2, 5-AS
EE AR DI

2:3-1 IFN o 2’, 5’-AS FEEA 5T

IFN & 2, 5-AS OB %I HhveT5 B CREEE
FHEM Y v < FRicE#E o-TFN %02 2, 5-AS FHiE
TER AR L 7.

2, 5-AS iE ¥ o Bl 1z ix liquid solution method
% );E s 7;.:_38.39).

BERAE BB L fo~-2 U VimElRIm 10 ml 5 5
Ficoll-Paque (Pharmacia) HEBEOER X hEIRL
- B ERE S % PBS R0t MEPS (0.01M EDTA-
3Na, methyl-cellulose 0,04, KH,PO, 0.109,
NaCl0.9% w/vol) T L, M/IREER,
Ehiz, 5% FCS #win RPMI-
1640 B2 A F\ T 2.5X 108 cells/mi =% U7-#ika
BlER 2ml ww a-IFN % 2, 4, 10, 501U/ml 7%
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Fig. 1 Oligo-2’, 5-adenylate (trimer). Oligo-2/,

5-adenylates are 2/, 5-linked oligomers of
AMP with a 5~triphosphate at the 5~end and
expressed as 2/, 5-An.

Ioimg, IFNZERMY v Bk & & e 24 BRIIEE
L#ic#, PBSCoEH&GL CELRIMlTE Y
NP40 lysate buffer (20 mM HEPES/KOH
pH 7.5, 5mM MgCl,, 120 mM KCl, 1 mM dithi-
othreitol, 10% glycerol, §.5% NP40) 60 ! & F\»
T 10 IR b2 T sy, 10,000X g 10 Ok
EAHBEEER L L. THAE 3 protein assay kit
(Bio-Rad) X h fiE L, HEHRESCOWVT2, 5~
AS (S B RITE LT,

2, ¥-AS K E¥ (10 mM HEPES/KOH pH 7.4,
90 mM CH,COOK, 25 mM (CH;COO), Mg, 5 mM
ATP, 4 mM fructose-1, 6-bisphosphate, 1 mM
dithiothreitol, 20 ug/m/ poly I: poly C, 1.25
uCi *H-ATP(27.9 Ci/m mole) icf#Z 20 ug winz
BEAYS0u LT, 33C4 RBERG IR, 95CT
2 5B L, BRI E RS, i 90 mM KCl
(20 mM Tris/HCl, pH7.4)% 1m/ jn 2, DEAE-
Cellulose (DE52) # % £(0.5X2 cm)izs}, 90 mM
KCl 15m/, 100 mM KCl5m! tHEGED ATP 2%
HOL 7%, 350mM KCl 3 4 & 4 2ml & PCS
(Amersham) 10 m/ %0 %z, HAHEME L RE L. B
FTiEML, SN2, VA AERCATP B
(nmol polymerized ATP/mg protein+hr, nmol/
mg+hr) TtFH L.

2:3:2 mpEEEFREM /B 2, 5-ASHED

RIZE

B EE 36 B R MEEE 49 A ERITLT, 23+

1A LT LR Y v REREX10EEH T E

« BEFIGEL

FLBRERRE

ik liquid solution method 2", 5’-AS &M % JIE
L.
2.4 KM > 3kAH 5o IFN FHREAER

R mE o IFN EAEOTTE D 2 b0 THE
BENBL RUEEED L& L T, PHA,
Con A, OK432 % Ut herpes simplex virus (I F,
HSV &184) 2HEVG7- IFN SREBR LT/ .

2031 LARICL TR LR Y v 3Rk% RPMI-1640
B T 1R, 10% FCS & in RPMI-1640 5%
FWe T 1x10° cells/ml izF{#& L, ~<rv 1 24F 7v—
t (Terumo)iz 1 mi > A, =iz PHA (Difco)
, ConA (Sigma), OK432 (& 4} & 3%), HSV (PH
strain) %4 420 ug/ml, 50 ug/mi, 0.1 KE/ml, 3x
10* pfu/ml L7c% X 5 iU 728, 37C, 5% CO,
OEHETC3 AREREL EEO IFN Affix 2210
FEREGCTHE L. L, NEREOHEE LR
feh, VSV gEEfiomFEERIn RPMI-1640 581K %
Hvtc 2 B OB BT Lish - k.
2.5 IFN o histamine B8R ER DR ET

2.5.1 #E# histamine 250 e85l

Histamine dihydrochloride (f13%) 166 mg % free
base @ histamine 100 mg & L TH\ - PBS T#HH%,
100, 50, 20, 10ng/ml % 2 #E histamine ] & L,
histamine FE#RHN PBS & & & iz MADOHER i #EHL L
T, WYREE (relative fluorescence intensity, RFI)
YEELBRESEAERE L. T7bb, B 1ml i
60% HCIO, % 50 ul jm%, thermomixer %\ CF45
BHL 0.95m/ ¥FREL, 6N NaOH 100 x/ K OEIAD
TE0oFSES NaCl inz T 1 SMEHR L. h
1. B-C ¥ (spectrometry f n—butanol : chloroform=
3:2, ¥3I)3.5ml Bz, 55HEARL 1,200Xg,5
SEEOHEOFEE3IM > 5 L, n-heptane
(spectrometry i, 4 3ml KX 0.1 N HCl1.2
m! iz, 10 5R#E#HL, 1,2000xg, 5 5MEELE
EEoFEEEe2E cHCIE 1 m! 28k L #. 1IN
NaOH 200 4!/ & methyl alcohol (spectrometry i,
A48) T 0.1%1258% L 72 o-phthalaldehide (OPT,¥
HO100 w! Zhnz, 4 HHERIGEeHE, 0.5 N H,S0,
200 p! I 2 CRIG & 1k 7. B Y654 B 13 H 37 203/
Fluorescence spectrophotometer % A \» activation
wavelength 360 nm, fluorescence wavelength 445
nm @ e CHEITE U EREE histamine DR ER 2 FH L
1.
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2:5-2 ER{EMBFIEEIRN histamine FEHER IC 0B
&t

MEBEIL BEE2E8ENGE LI IGE Hi4r
FWTIFN ok # i Bk 2> 5 histamine k1%
TERE A REET L Ao,

R A IMER O 5 B2 K O histamine sE# G
Drobis and Siraganian 58 #8817, T
B, ~o Y VBRI 10 m! B 7D 6% dextran I
(EDTA-3Na (.01 M, dextran6.0, glucosel1.0,
NaCl0.9% w/voD) % 2.5 ml N % S[ET T 60 HHE
LTHORBEER L. %, 300Xg, 8450EL%
mz THELnic-filaiE 4 Tris A-EDTA (EDTA 4
mM % o Tris A; pH7.4, NaCl0.7, KC10.037,
Tris0.29, human serum albumin (HSA, Sigma)
0.03% w/vol) % F\ T 1E &% 0o
hypotonic shock #in%, FRMmMEEEMEE L. X
b, Tris A-EDTA T & L, 0.03% HSA %
RPMI-1640 #53¥#; (Pharmacia) ¥t L%, 2%
FCS % 1°0.03% HSA #in RPMI # i\ «-IFN, y-
IFN (B v Lot. GTH-001) #fn%, *h¥h 1,000,
200 1U/5X10° cells/ml 75 X 5 il L. “h
%, 37C, 5% CO, O&HTC 6 BEisEEL, Tris A
T¥ &%, Tris ACM (1 mM CaCl,, 0.5 mM
MgClL, #%in Tris A) % A\vT 0.45 m! (1X10° cells)
TOSE L. Fo—>% histamine 8K GETO M
fadic& & T\ 58 histamine BRIER & L, PBS
iz Clmlc i i, #IgEHifkainz T
DEEFEIT XL - CTIFEERR D 5408 o histamine #i 53
Edohbz Lk, —owitd IgE iikdeyin Tris
ACM % 50 pl hn % B #R:5 8 histamine B & L.
f oMk ER 1 Tris ACM 2T 4« DR
PR L 7241 IgE #itk (e-Chain specific sheep anti-
human IgE, Cappel) % 50 u/ fn%, 37°C T 45 535K
IR, G TEC ice bath w213 7:1%, 4CoD
Tris A-EDTA % 0.7m/l n % 1,200xg, 154 &
DTCEEZERU. ok 1ml iz 60% HCIO, %
50 4l iz, FAHEIEL 10,000xg, 20 530D
BEE B 0.95m! %##E L, 6N NaOH 100u/ &
CERT 50 figEo NaCl #in % T 1 45 EEs L
7o BUF 2.5 1 @l R A CaeoBhE A R o, =i
histamine O & #i 7> 5 histamine B} C'{ifaks %
L& o histamine &% K7z, histamine #E#ER (1)
T% HR &8 i3k bR

% HR=100(Ei-b)/(c-b)
Ei : #i IgE Hi&¥RInEE oo %% histamine £
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b . B histamine &
C ! # histamine &
2-5 HEETERIRE

B RRE I t-test 2V oy, 4 BAIREEOM
& IFN BIEEETH - oo, IiE IFN of&icit
chi-square test # v, WWTFhOBEECHEHRE Y
REEHBEDD L LK.

3 M i

3-1 M+ IFN oz

Fig. 2 ixifie [IFN Affi v EH Licd 0th s, BA
BEP I\ T, open circle (TERIMAT 24 KRS LA
TR EDREXRDIEMN LT, RIER &8,
closed circle 332 B ish - 7fER (LATF, FfERd
W L) 2R3, #1124 C closed circle ¢
Lz, MEEE 3244 13 41 (40.6%), f8E %R 28
FirR 3 41 (10.79%) = IFN T 230, WEBEH
MET R B E I LA (p<0.05) #5257 (Table 3).
Tl RIFHUGFIFNE®E2ZED 20 1184
(57.19%6), FIEMEIEIEE 18 Hid IFN EE 2R d -0
541Q27.8%) TH D, RIFFCHEIE» -0, W
B BB E YRS Ieh -1 (p<0.1, Table
. BREEHTE, BEMI5 Ik 95 (60.0%), &
Flo UG 17 sk 4 61(23.5%) 12 IFN Sk 558
Bich, MBEMCEBEXED -7 (p<0.1).

PH2.0 ToBENER T2, Tableb i+ L 51,

n=232

n=28

64(

IEN ( 1U/mL )
-
o 8
® O O O O e 00
T

Fig. 2 IFN in serum. BA and HC indicate atopic
asthmatic patients and healthy control, respec-
tively. In BA, open and closed circles indicate
cases in which asthma attack was observed or
not within 24 hrs before blood-collection. IFN
was significantly detected in BA versus HC
(p<0.05).

BA HC
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Table 3 Contingency table of serum IFN.
IFN (U/md

4> 4=

BA 19 13

HC 25 3
p<0.05

Table 4 Contingency table of sevum IFN in asthmatics.
IFN (IU/ml)

4> 4=
A+ 6 8
A (= 13 5

A (4): Asthma attack was observed within 24 hrs
before blood-collection. A (—): Asthma attack was
not observed. No significant difference between A(+)
and A(—).

pH 7.5 v IFN fffiic b L ¢, 8 #id 7 PIChE%
Rabiem-oton, o 1 FICi IEN EdiEGLe o
HITR LT, B E Ui a-TFN G Hi/eRiBI2E5R
Db T

Table 5 Effect of pH 2.0 dialysis of sevum on IFN.

Dialysis
Case pH7.5 pH2.0
1 C.E. 32 64
2 ML 32 16
3 S.S. 10 8
4 I.H. 8 8
5 T.S. 8 4
6 K.Ka. 8 4>
7 E.L 6 12
8 M.O. 4 4
a-IFN
(100 U/md) 112 88

IFN dU/m

Table 6 Effect of anti-a-IFN on serum IFN.

Treatment
Case (= +
1 S.S. 4 4>
2 T.S. 8 4>
3 M.S. 12 12
4 M.O. 4 4>
a-IFN 20 4>

IFN (AU/ml)

REFH AL FLRERE

Table 6 w3 X 51wt a-IFNHIENE R T oo 7
4 ED 5 Y 3 FICKIERRDTD, 1AL TH 1.
ST LT, WRE U o IFN i3fifEmE it - ¢,
4 BRI RTE L
3.2 SEMEMY >/ FHN2, 5-AS EH

Fig. 31185 AV v<8k% IFN 4 T © 24 RefE 552
L, Vv_BrFEEIR2, Y-ASHERLYTRT. £O
# 2  IFN =5t L dose-dependent 1= 2’, 5-AS i&
WAL, EEAo IFN @ KRL T2, 5-AS 73
HEI N

Table 7 yzfne IFN LRMEMm Y v Bk 2, 5-AS
FEE R —EGACRRRCRIE LS 8 flam LT 5.
A IFN %8887 5 T3 2", 5-AS 15 L NS
fE%xRL, M IFN 2Bk -7 3 FTi 1l fiIT,
2, 5-AS EHERRFHETH » 1285, Lo 2 FI T
BTH -7 ¥, Kendall o)E#HEIEH () 12
0.828 THh - 7.

RHMM Y v-<BkD 2, 5-AS Eiiz, Fig 4w X
51, WEEBERTIL6.35+5.62(mean+SD) nmol/
mg-hr, &% %8 C133.89+2.58 nmol/mg-hr T %
h, MEEEZEHTERLEAZRD I (p<0.05). &
Bz, BEEZ o mean+SD X b EEART S DI 36

201

10

2'5-AS activity in lymphocytes ( polymerised ATP nmol/mg-hr )

|||||||||||||1I||||||||||
! 50

5 10 IFN (1U/ml )
Fig. 3 IFN-induced 2/, 5-AS activity in PBLs.
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Table 7 Correlation between IEN. activity in serum and ©
2', 6'—AS activity in PBLs. "; 20

Case IFN . 7, 5-AS E

du/mb (nmol/mg hr) ‘g’

1 KKa 8 11.7 £

2 LH. 8 11.3 2

3 E.L 6 6.5 s

4 M.O. 4 5.4 7]

5 K.Y. 4 5.0 o

6 A.S. 4> 5.9 <

7 K.Ki 4> 1.2 0

8 E.T. 1> 0.2 o

Kendall’s rank correlation: r=0.828
IFN activity in serum and 2/, 5-AS activity in PBLs
were examined at the same time in the same patients.

Flp 13 41 (36.1%) TH Y, mean+2SD X b ¢ EHE
T b D 36 Flch 8 4 (22.2%) TH »7. R

- T %7.90%£5.87 nmol/mgehr, F {E RS & 8 T 13
5.72+5.35 nmol/mg-hr CHRIEFFHEIBE LT L 2,
FREIRD SR - 0>0.1). BEER T,
BESEGD (4.074+4.35 nmol/mg+hr, n=17) & dh&& ey~
LEFEH (8.35+5.57 nmol/mg-hr, n=19) i &

ERRDIEok (p>0.1D.

n=36

233

n=49

p < 0.05

BA

HC

Fig. 4 2, 5-AS activity in PBLs.

3.3 F#gm ) > -8k IFN SFRAER

Fig.5, Table 8 13V v <& % PHA, ConA, OK432,
HSV 0BT © 3 ARE#L T8 ohi LiEho IFN
I RBERLI-DDOTH 5.

B B B B R B w Bt L € PHA, ConA,

HSVHFET CHR/ZIFN BEE 2R b (0<0.05).

PHA Con A 0K432 HSV
n=32 n =31 n=235 n=33 n=30 n=30 n=32 n=30
- ® -
4 p < 0.05 p <0.05 005<p<or [ p <0.05
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IFN production in PBLs.
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Table 8 IFN production in lymphocytes.
(Mean+SD)

Produced IFN (log,IU/ml)

Inducer HC vs. BA  p value
PHA (20 pg/md) 2.62+£0.50 2.92£0.55 p<0.05
Con A (50 ug/mi) 2.11+0.47  2.38%£0.51 p<0.05
OK432 (0.1 KE/m/) 2.22£0.68  2.47=%0.58 N.S.
HSV  (3x10*pfu/ml) 2.07+0.46 2.29+0.38 p<0.05

N. S.: not significant

OK432 CipEBE» T DD - 1228(0.05<p<0.1),
THEIREARERIALENBE L VLEETH -
RECIRL T WCAEEER T, BEMAEFE
e LBEAMCABEEZR D en - (p>0.1D.

RFl %
100

L Y = 0.82X +16.83
r = 0.999

50

HBEEARE

* BEFFIGAL

HIRESE

3.4 FEERIRAH 5 histamine B Ix 4 5 [FN 0
R

Fig. 6, 7 0 Table9 (3£ # histamine 100 ng/m!
# RFI=100, 7887k % RFI=0 & L & 2 D{IEE
histamine %9 O ¥ HIEEE 7R L 7= % 0T, histamine
B IWERE oI IERBERSRIIL, il Ld
10 ng/m/ »> % 100 ng/m{ o histamine A 1% 7] B2 T
B

Fig. 7 i & 5 #in- b8 5hic% HR #F LT
WA WThoXRiIcky T % HR 110~ 5 RE
IgE stk sl LU mEs =L, Ao IFN B4 int
7BE % HR e iEdle. 22T, 107 FHER
1 IgE $1 fF 1= %t 3 9% HR (maximum % HR) %
paired t-test # v C & B HE L . B4
maximum % HR o fE it Table 10 =L, 0K
B IFNME»> L Tuwiwga (17.3110.1%,
mean=+SD, n=5) iwHE L T, o«-IFN @# L 755
(21.8+10.4%, n=5) RERBELBETH-k (@<
0.01). y-IFN ME 4 L 784 (27.1+£13.1%, n=5)
wd IFN A LW BE B L CRBICEE
B (p<0.05). b a-IFNUEBLILEES L v-
IFN 8% U ic3B & L OB T3, BB TERCSEE
TH ot (p<0.05).

1 % &=

HEEES ESELCEEL RS, SEBEMES
REEITHET 5 L DBRENDH B, A v Ir=vy¥Y

rFVERE, BV FVOERICI > CHREBR

ELSTTET A 2 s, ERERC I ARER
B O TTE X RAE I B 2 BESUS S O T 4 B8
LT3 EELILRD. bk, MEEEZ CIIME

0 10 20 50 100 . . o
Histamine ¢ ng/ml ) B I IFN JEHE 2500 H R 5121919 L o,
g IFN 2\ Bk ) B o> histamine s 2 Balig 3 2%
Fig. 6 Plot of standard histamine. Concentration Lo KOIFN 243 £k o chemotaxis %%k
plots of histamine versus RFI values give a R s
straight-line relationship as shown in the T52 Lo®ELH), IFN o REEROBERTF &
diagram. LCIERT 2B ERIN TV 5, BT b E—
MELTwE iz Coombs & Gell D [ 7 v ¥ —T
» % IgE %43 % histamine 5% 2 FER ORI <
Table 9 Delermination of standard histamine with fluorometric assay.
Histamine

(ng/md) 0 10 20 50 100

16.2+2.6 26.0x0.9 34.3%2.5 56.110.6 100

RFI % n=3 n=3 n=3 n=3 n=1

RFI of respective concentrations of standard histamine (mean+SD) is shown.
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55 (3) 1986 KELHE & Interferon
% HR
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Fig. 7 Enhancement of histamine release by IFN. Leukocytes were incubated with «-IFN (1,000 IU/m{) or
y-IFN (200 IU/m{) for 6 hrs. Cells were then treated with anti-IgE, and the released histamine was
examined.
Table 10 Maximum % HR (% HR)
Case 1 Case 2 Case 3 Case 4 Case 5
Treatment E. N. N. T. H. S. H. M. H. N.
BA BA BA HC HC
IFN (—) 12.3 9.2 31.2 25.0 8.8
a-IFN 1,000 IU/m! 19.1 14.7 36.9 27.2 10.9
y-IFN 200 IU/m! 20.6 28.0 47.5 30.0 12.1

Maximum % HR was obtained by 10~ dilution of anti-IgE as shown in Fig. 7. Maximum 9% HR
was compared with the paired t-test. As a result, IFN(~) vs. a-IFN: p<0.01, IFN(—) vs. y-IFN:

p<0.05, a-IFN vs. y-IFN: p<(.05.

BESE LTk n? ZoBicIFN 2L T\ 5 & H
X1 5 histamine B2 LR A WE T2 L #E 2 5
nas.

FIT, EELIIT P -BRRA LRSI L TR
MR & IFN-system DBt % L v B 5200 T 5 HIY
T&Elo—#EDEHRT -7, MiE IFN i1 Skur-
kovich and Eremkina o#5'? Liis—F LU (BB A
B 32 GlH 13 B 40.6 %I L DIEM AR, HHEE
BB L CEE KL LB 22 (p<0.05 Fig.2,
Table 3), ZERE & BIEMME & DMl EEEY R
Dich -7z (p>0.1, Table ).

EEOOB - FL fifar VSV %FIH L 7 semi-
micro dye-binding assay =35\~ T it 4 BE7 R EEDE
Jifio IFN o fIE Wl TH - 2. —F, 2', 5-AS

EHEIFN HhEL U v Bk TE»Hh, Ao
BHHEOIFN L -T L FEHEIh 20 TIFN o
monitor & L THDTHATHS L X TV 3%

FEELORE TS 2, Y-AS FEMILIFN FEH 5 L
C dose-dependent 7ci#¥in4 7R L, HoEHfEo IFN
ERLThHIEEOEMERL 72 (Fig. 3). 251t
Table 7 iz/r U7X 91 IFN & 2°, 5-AS (EM: 2RI
ME LB RE T IFN [ A2 55T 2°, 5-AS
EEEETH D, IFN E®EE2RBVERDF T
EEOERAERLI-DT, 2, 5-AS 0@l I b
B IFN OfF 2B T5 2 EATRE & 2 U v <8k
2, S-ASEHOBIE XTI 7z - 1o,

FORER, VB2 S-ASEMTY, WERER
RREERCHEL CEELSEYRL (p<0.05,
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Fig. 4), #%%» mean+SD I h i EERRT L0
36 90 13 41(36.1%), mean+2SD X » 4 BExRTRT
H D236 Gl 8 4 (22.2%) TH-Te. LaL, RIF
L RENIE L ORICIABRERRED bR h oI
(p<0.1). mEIFN &Y v <Fk 2, 5-AS {EME 1T
RERE L RFREIAIR L ORI AR EY RS e o kB
B&LT, #¥ic ks IFN gEeoflE®, mig IFN 2
HEpEETcH2 o &, IFNKZE7ZVAFSVIZE D
histamine it % 183 21 238 % 53 IFN DA T
histamine |18 X 11700 20 KEw I BEELIE L LR
5.

IFN 3rofiEE» b a, 8, vy Mo 3BsHEh
T B hs, B-IFN (M i) bEA S K, Ao
MBEAN: 255\ O CRE MBPICERD bhio
T, MERBEMEFECERDLNLIFN 3 a 7t Ly
MrE2oh 5.

pH 2.0 toBEHcixTablesitinid & d B oa-
IFN % 0° 8 fich 7 ¢ IFN D& 25D ds o foil,
1 flic g 2@t i a-IFN Hifkic X 2 FIER©
i1 Table 6 iR & 5K RO a-IFN R84 gl 3 4]

TRERTDIN, B 1 I EKE RS-
LI EnD, MEBAZEMBCRED b IFN OF ik
2 a-IFN &% 2 bhnh, —WMOEFT y-IFN ©
BN,

MEEEMBCESRCIFN 28 bhb o b
IFN BT E 2 bh, Z#13«-IFN inducer ©
HSV, y-IFN inducer » PHA, Con A, OK432 #H
VTR Y VB8R IFN BEAREL RS L. TSR,
HSV, PHA, Con A tHZE /i IFN A 0T THEXTD
7= (p<0.05, Fig.5, Table8). OK432 TiiEEES
HdTeho o VBERTIY IFN BAEA IR LER
7~ Lf:(0.05y<p<0.1). BEoERNSEBELT 7

P E-HISETIREBRE Tl a RO y-IFN OE4
TEL T35 EE 2 Bk,

B e mE M IcEE T IFN BESE»bh, F0%
it a BThH-toh, —Hicity BoFEE RGELR
Ck, WEEECTa RV v-IFN OpEAEREITIE LT
BEEZLRILZEDD, MEBEBEILLEEE2A
wZRHEIZ LT a B y-IFN o histamine BB 81 7E
Axi IgE itk 2 B CHEBH Lic. £o8R, «
Fho IFN =% #i IgE Hifkic & 5 histamine i#EEEOHE
BEA ZED LR, LI OFRAEEELIE
LTEDLIT. T 2T, 2052w T
maximum % HR % paired t-test %\ & Lz
=5, IFN B LEE& 0% HR (2 IFN JEE 0B

i S5 LN FLIRER RS

CHBELTEBRCEETH -7 (@-IFN:p<0.01, y-
IFN:p<0.05) X bwid, yIFNABL B ED0%
HR i1 a-IFN 0B & I V3 BB REL2RL (<
0.05), AWz a-IFN 531,000 IU/mi T3 50t L
y-IFN 12200 IU/m/ TH-7c 2 L ERT 5 &, v
IFN o histamine J#BEHEBEIER 11 a-TFN I b 86
W EEL bR X5, o IFN o histamine
HHRIEER MRS EBLCRD ORI £,
IFN 1z X W BSER o #E{kic i histamine w5435
SAEBBEOTE™ LI CHBEL T HLE 2 DN5.

5 &

me e & IFN-system DBS R % B ST 570, W
BEEME O IFN &, RMEMY v-%ko 2, 5-AS
ENERRIE L. XOIIIRMEMm Y v <8ko IFN E4
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