Studies on Basophil Releasability of Histamine in
Pediatric Allergological conditions I. Increased
Histamine Release from Basophils in a
Heavy-water-based Buffer in Patients with
Bronchial Asthma and Atopic Dermatitis
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INRT VAF -BERICKBT AHEER e 2 2 3 vk
(Histamine Releasability) B85 5 B4z

. SRBELMERIOT P v —MEEABEDOEAFLETFTD
IFEHRER e 2 & 3 VEBERE D LI O T

SRRFELRDRBERE (EF /0 B#ED
£ B # TF
(k4 1 F13E%A)

KNG BAEE (bronchial asthma, BA) 56%, 7 b & — M4 B (atopic dermatitis, AD) 1B B I VIFET L F~
% J8%& (non-atopic subject, NS) 194 ORI MUFEKIRSHD e A % 3 ViM%, # IgE S AR (antilgE induced
histamine release, IgE-HR) & FEf#/H¥ (spontaneous histamine release, SHR) 1>\ C, ZEBA R LI i@H 1K % 7-1245%
HARPERA LACBERCEB L, DTOREYEL. SHR 123 HEbic Bis bRITIeh o fehd, EAELETTX BA B
18%, AD BED20%1C 2 LA EOWHA R Shie. [gE-HR 12 BA B (25.9+2.8%) T NS B (4.1+1.7%) & hERICH <
(p<0.01), E/EKRFALTTHE BA B (47.2+3.6%), AD ¥ (30.6+4.4%), NS &% (11.0+3.3%) & BA B (p <0.01) %
LU AD B (p<0.08) TNS Bl LABK EARR bR, EA X h BA BEDI16%, AD D251 1596 LA 1o ey
BAA bRk, ZOH IgE fiFONBI L5 e A% § VEMRO FRBS UL OEKC & HWBIT, MEQ [gE HOR R
(200IU/ml LA E) TX i A bh, ¥ RMIFEEREMHESE (500/mm Ll k) Tk ik B, X5 BA B, AD T
BERC L 2WEPHRORbNIed 5 b DL, R gE iEOTEH SRR VIET b —HOBENSh -1, Ll EOREE ;
D, BA % XU AD B TRARNMIFEIERDO e A 2 3 VBHIENTE L TR D, £ LTHAL BE fitkr B 53 58T
BB ENTEERT.

Key words histamine, basophil releasability, heavy water (D,0), bronchial asthma, atopic

dermatitis

196044t Ishizaka 5" 12k o T IgE BNEHL IR TLUX, &
BFEHEPRT LAX - [T VAF -5+ 5KEBT
i, AT A ER 2 B D [gE %A Lic bt E W E O
SR OWTHIRINTE ., TUAF—ERYHTHEE
RBAMFIRLCEYIRF 2 EDT vy vics LCHbEEIED
RTCHERH-TE D, TOMBEH IgE EiZ7 L+ — a8
RRGCEECEXTEEYRTI L35 0D, L LGS
[E EORBEALT LLBEREE LB L2 L ERORE
WhHo™, EERELELEERTAEZATHS. i,
TH74 7 2P EBERENTARIGOME LY 7
VRN B IR BB & s T A EREED B ORE
HERZDH LA, MEHGERGEORTT LA ¥ —OREL2IHT
EIWC L LEETHSD. # 2T Lichtenstein S X b, 1970
FERIHFEHEER e 2 2 § vlE#iE (basophil releasability) & \»
SHEEN MBI hi® [FiEERRe = % ¢ viEMigE L 12, —%F
DRBIH LTI IR T 5 (L2 EEHE ORI X - T
RENDIFEEROKICH LG FMT2 L0 Th5. iFihEk

B DLR(EEE I S 5B, Ml cHEeu
IsE fithDIEA Lz v 72 —ORBIHEICIE £ b, stk
DALMY T AL FVYHRMAL, b REX I VEO(LPEEYE L
BRALBIMEIND ETEHL OBBERET S, MBS
D=2 TvA4 7 aF T ARG, FOES LM~ E
I X o TR P LA 8 B ORI~ D B B BB T
BETBEEE R LT B, B K (heavy water, D,O) 132
DA 7 RF 2 TNABEELL?, IgE 2N T5He A& 3 v
FHER T 5 E SR TV A", SHEE L, SEEHE
BIOT7 P —MFERBEECRTI D e X 2 § vEMiEy, &
K%WVTEXﬂSV%%%M%?%F&K&D@%A&K@
LTEEf L.

HEHSLTFHE
Lo & E-1)

ST T v — M B (atopic dermatitis, AD) 314,
RE BB (bronchial asthma, BA) 564, 3E7 b v — %R

Abbreviations : AD, atopic dermatitis ; BA, bronchial asthma; HNMT, histamine N-methyltransferase; HR
(IgE), amount of anti-IgE induced histamine release; HR (S), amount of spontaneous histamine release;
IgE-HR, anti-IgE induced histamine release ; IgE-HR (D), anti-IgE induced histamine release in heavy-water
(D.O)-based buffer ; IgE-HR (H), anti-IgE induced histamine release in H,O-based buffer ; IHR, amount of
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# (non-atopic subject, NS) 19 DFt106%CTH 5. Z 2T
AD &%, Hanifin & Rajka OZMrFLAE L LT ML #eY %
gL, #E, 1, ~E, BE, O'bA, B@LiLo
WRE T MBS L OO R T RV BCEBE LTV 550
& L7z, BA iZMWB % £ 5 — Bt O R IRERIEL, KL
BHICIOHEL, ThERVETLOTHS. NSk, &%
YHEE, 7 PR, TUAF MR, T LeF -
BELILEDT VAF—ERCFARKRER, BEE, FRE
FELEORBERNT, 2HEUAR T VAF—EEDT WL D
T, HIMER [gE fIZ Bk T 37 L F50IU/ml L
F, 4~T7F100IU/ml LLF, 8 F Lk E1501U/ml [l Fa i
LM, 5o 7 Lad A<y 3B (radioallergosorbent
test, RAST) WX 57 vy vEi#E T, &= (Dermatophago-
ides pteronyssinus) W33 2458 IgE FEYTFH LW DT
5. RICHFOWG, F4, MER IcE #, KAYmTFERE
Boem Lz, NEB RGNS AD IXHSEL S\ oD, BA B
2 NS Bz~ AD B CORBHESIIEL - T\WA. AD Bt
TR2HEHT L AF—F & RERBHBRERELIT, 48K
7 VvAF KR A, | fAkRkEREefiieo Tz, BA
BT, BRIEFHT 4 Vv, 5RIZHET7T VA%, 341
A7 rA FRENRELS Lo

I. EX% 3 HERERZER

1. BEEOIERK

FEMETH 1% 0.025M Tris hydroxymethyl aminomethane, 0.12M
NaCl, 0.005M KCl, 0.3mg/ml & F 77 3 vinbicd b ) A
ARMWE, BIO P Y 2 ARHKK 0.6mM CaCl, ImM
MgCl &+ V2 ACM BEEMMA L. Lb125CT
pH7.6 Wik L.

2. bl 1gE Hithoig

et IgE #ith (e ¥ 2) (7 F a2y, ®i) 2 A TRKE
EE#0.001, 0.005, 0.01, 0.05, 0.1, 0.5, 1.0pg/ml 755
IOiRE LR,

3. Hik (D.0) D

MY AR E R HER (R, KR ORKBIEY O,
22.5, 45, 60, 80% W ichH X 51Tk L iz,

4. YRS e

Table 1. Characteristics of the subjects

Lichtenstein HDFE® L, KA L b~ 0 v gk
20ml #ERIML, FHEAFSVv—F+ X} r—2¥ 5ml 2Nz
TEBRTOLSBERE, ANKE S LBEYRR L. Zhy
4CIT LI0G 84 MEmODEE L, Whils b ) R ARER T2
BIZEH (& i 250G 8 M) Lictk, Mla% b V) & AGH
BCHERER Y, ANERRC T Lt BE L TR
Bl

5. A% I VR

BREALHEALI LY X ACM B (HO B &, B
KEMB LI ) 2 ACM BE (DO B8 1, BTk
B 10/ml Licnd L 53R Uil gk iny Te A &
I VBRI R TTe Te. H1IgE PihIERIMIC TA BB b 2
2 IVt e Az 3 v EAREE (spontaneous histamine
release, SHR), #1 IgE HiBHEMIC LB e 2 % I VML i
IgE #ikFEE e A % 3 v @ (anti-IgE induced histamine
release, IgE-HR) & Lic. BBICRER L5 IgE B2 Mt
5 ¥ TORMFERTNTLCTTTRY, BEERIGIITC THL-
T 4 CIOTHAED L, EfR 200 4 1 L CE BIC—20T
WHHEA LI, e Az I vaRl, MamEgy 34 HE
BB, MBRCSHEOIC T BB & b —20CIRBTEE L.

6. exx I vHlEHE

e AR I VIIFNMTE EEBMESE (double isotopic
enzymatic assay)® I X DRIE Lic. e R & 3 vEREK I
histamine dihydrocloride (Sigma, v F A4 &, KE) O 2%
FHC L BHRART (200~0.78ng/ml) HFERLTH V. &
ARIV-N-AFN}FTF VAT 25—+ (histamine-N-meth-
yltransferase, HNMT) i Shaff 50 Fgic I b5 o F OB L
DRI LY, —20CIKBEHFLb DR RV, H Eifie 2 & 3
v, "C EE#S -7 5/ v xF4 = v (S-adenosylmethioni-
ne-"C, SAM-“C) 1% NEN Reserch Product (£ + v, X[H)
L OBA LK. BiiFic SAMMYC, HNMT 38X 08 L—— & L
THAYED HeAx i vt CTCTCRIGEES &, itk
e A X 43 HMNT 12k ) SAM-NC b 2 5 L iR 5%
G STHC-AFAeRE I VTRD, P =% —D Hex
ZIVECHMYC A F AR I VD, B AR VEEL
“C/H LIEOMIBR AT I WD EMTED, LR A

Non-atopic subject

Atopic dermatitis Bronchial asthma

Number of subject 19
Male/Femmale 10/9
Mean age (yr) 13.2
(range) (1~36)
Serum IgE level (IU/ml) 55410
Peripheral eosinophils 9424
(/mm®)

31 56
11/20 34/22
3.3 16.9

(0.2~10) (2~58)
8581373 1280£290*
662+130* 762-84*

Values are mean+S.EM.
*p<0.05 against non-atopic subject

initial histamine release ; NS, non-atopic subjects; RAST, radioallergosorbent test; SAM-*C, S-adenosylmethi-
onine-“C ; SHR, spontaneous histamine release; SHR (D), spontaneous histamine release in D,O-based buffer;
SHR (H), spontaneous histamine release in H;O-based buffer; TH, total histamine
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S VEMEIIG e A & 3 w4 E (total histamine, TH) &35
Za (e Ar vk TRLE.
1)

HR(S)—IHR
SHR(%)=—————X100
TH
2)
HR(IgE)—HR(S)
[gE-HR(%)=—————X100

TH

SHR; SR AR Lice A x 3 viEltR

[gE-HR ; #i IgE i CHRIBMLI-BED L A & 3 VMK

e 2 % 3 viERER (amount of initial histamine release,
IHR); 05kt de A% 3 VifliE

A& I vVARERE (amount of spontaneous histamine
release, HR(S)) ; HIEIEHMC TR X RcBEOBE R 2 & 3
VR

# IgE HikFEr 2% 3§ VMR (amount of anti-IgE
induced histamine release, HR(IgE)); # IgE #ifd» nx TR
XD A & 3 VMR

TH; e A2 3 vaE

Histamine Release (%)

Time (min)

Fig.1. Time course of the histamine release from basophi-
Is. Leukocytes from two patients with bronchial asthma
were incubated for the indicated time in H;O-based (--+) or
D,O-based buffer (=) with (O, @) or without (A, A)
anti-lgE. The amount of histamine release was represented
as a percentage of the total histamine (See Methods).

o0
=]
1

Histamine Release (%)

Anti-lg Concentration (Pg/ml)

Fig. 2. Histamine release induced by a various concentration
of anti-IgE. Leukocytes from a patient with bronchial
asthma were incubated with an indicated concentration of
anti-IgE in H:O-based (O) or D:O-based (@) buffers.

7. HAT AR

BoOATCEBERTNCRHELBEERZE (meantSEM) T
Rl SEBOFEHEOEDOREII—TTRES BOTE,
Scheffe %7z} Dunnet DL EHE R A\ iz, p <0.050
B BERBED LHE L.

B #®

. BRI HRMEHICET 2 MR

1. EXOEHBECOWT

BEAROBER22.5, 45, 60, 80% D& T CHMRIGE T
5 &, SHR % X O IgE-HR (X IE KRN HIN L7 . MlaREE
FRDT e A X I VEMPRERL, ThEBICL - QL
HEEZETVEBEL LT, BROBERLHR & Li.

2. KGR 2wT (1)

RIGHM 2 BET57%%, SHR 3 X 0°0.054 g/ml # IgE #i
HHEET D IgE-HR %30, 60, 90, 1804 Tl L4z, LItk
HO @& ®w 81 5 SHR, IgE-HR # %+ Fh SHR(H),
IgE-HR(H), D0 &I 1+ 5 SHR, IgE-HR # Fh Fh
SHR(D), IgE-HR(D) & 3% . SHR(H), SHR(D) /85 o023 &
Ebh T ERRALRLR, 1800 T 2% % 2 27
Mo tz. IgE-HR(H), IeE-HR(D) 13304 ¥ Tlc b R & 3 viEl4
o, LEBITEHLTWARED LRI BERRTH-T2. &
hib, erz I vBERKISCET 3 KIGEEZ604 & L.

3. ¥l IegE HiEOEFHREW>WTC (K 2)
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Fig.3. Spontaneous histamine release (A) and anti-IgE-in-
duced histamine release (B) from leukocytes of non-atopic
subjects, - patients with atopic dermatitis or bronchial
asthma. Vertical bars represent mean+=S.EM.; %, p <
0.01; %%, p<0.05
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P1 IgE HLEDOREEX 0.001 4 g/ml 225 1 pg/ml ¥ CTHE
T5&, HO BE%, DO B & $120.05~0. 1 g/ml D&k
HFTRE VA2 I VERMEL R, UTORBERIEK
BT 0.05 g/ml 1 IgE $Hithk% (5 L7,

I. 37 ME—XEBE NS) B, 7IE—MHEBXBE

(AD) B, SUEXWMBAE (BA) HlchI3exsz
HERg (X 3)

1. 7 re-—BHECBI A e 22 3 vkl (K3 —A.
B)

SHR(H), SHR(D) ¥ h¥H1.0+0.3%, 1.6+1.1%T, &
KIZ & 2 HEHERERIZ0.T£1.1% TH - 7. SHRH) 132 &%k
WTC2XTFCHY, £ 1 HEMAMMDOIBBTIREKRIZ LB
LAZ I VEMO ERIZED ot IgE-HRE) 134.1+
1.7%, IgE-HR(D) 1211.04+3.3% T, |AKIZ & % #84136.9+
206 Thotc. THHORERI D, SHRH) 122 %LU L,
IgE-HR(H) 310% LA b4 EEE L, BERK & 288521
SHR ©2 %Lk, IgE-HR TIX15% L\ L cHi s b & Lz,

2. eAZ I VERKEMO IBBTOME (K3 —-A)

SHR(H) 123F7 b v —xf/B&EME (NS #¥) (1.0£0.3%), 7 +
C-FE s (AD B (1.240.4%), S LMAR BA
) (1.3£0.3%) OB EREXRDT, 2%ULEERTEHS
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Fig. 4. Relation between the serum IgE level and the
spontaneous histamine release (A), and the anti-IgE-indu-
ced histamine release (B). All subjects were devided into
four groups accrding to the serum IgE level. Open
columns and columns with oblique lines represent mean
histamine release in H.O-baseed buffer and D,O-based
buffer, respectivél&. *, p<0.01 against two groups with
the lowest (<200IU/ml) serum IgE level

b NS #3/19% (16%), AD $4/314 (13%), BA #9/564
(16%) £ ISR TH - 7. SHR(D) 12 NS B (1.6+1.1%),
AD % (5.51:2.5%), BA # (4.3+1.2%) & AD B, BA B
RREERIED - R EFDOEREE Tl eh o7, FREK
W& h 2 %L EEMRD R LizE &, NS BE1/194 (5 %),
AD #9/314 (29%), BA #10/56% (18%) &, AD Bz NS
P LAERBICE L (p<0.05), Hiz AD D 2 4 Ti250% L
OB R DA

3. ML IeE MithFEH e 2 2 ¢ viEMo 3B COME (X3
—B)

IgE-HR(H) 1% BA #(25.9+2.6%) 2% AD ¥ (13.2+2.3%),
NS B (4.1x1.7%) Tt LBEBIEL (& bicp<0.01), *
7= AD #d NS X v @WEAS S bhiz. IgE-HR(H) 2310%
PlbE%R3dD0EA1X, NS #3/194 (16%), AD #16/31%
(52%), BA B#42/564 (75%) & BA B, AD B3 NS B L b
BECE -7 (FhFhp<0.01, p<0.05). XHiz BAE
T AD B X hd%hots (p<0.05). IgE-HRD) it BA ¥
(47.24:3.6%) »* AD B¥ (30.6+4.4%), NS B (11.03.3%)
EHELTHEBREL (Th+hp<0.05, p<0.01), AD B
NS HIDEBWCHE - 7 (p<0.05). BEARICX 15% L F
ERERO ER L-El442, NS B4/194 (21%), AD BEl6/314

(A) 60
— h L]
ES *
[
a .
2 401 .
«
o [
£
£ 204 :
o
- L]
3 . H i
. I I |
& 500 501 3
(n=60) (n=55)
Peripheral Eosinophils ( /mm3)
(B)

1001 H
g , ;
5 ®] :

2 g .
g . :
: " .| ;
£ ]
[ 3
: o S
o
T 8 *
207 |
27 .
0 | 7% |
Z 500 501 &
(n=60) n=55)

Peripheral Eosinophils ( /mm3)

Fig. 5. Relation between the number of peripheral eosinop-
hils and the spontaneous histamine release (A), and that
number and anti-IgE-induced histamine release (B). All
subjects were devided into two groups according to the
number of peripheral eosinophils. Open columns and
columns with oblique lines represent mean histamine
release in H,O-baseed buffer and D.O-based buffer,
respectively. %, p <0.01 against lower (<500/ mm®)
peripheral eosinophil count
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(52%), BA B37/56% (66%) & BA #f, AD 2% NS Bk
LEBRED -T2 (&£ 12 p<0.01). LaL AD #, BA Fo
iz [gE-HRH) 12, BAK X 2 5HEER D RD eV —FF D
LT,

M. BRI HMEMBOBFICONT

1. M¥E# IgE L v 2z 3 VoW (B—4)
mER [gE Bk NS B 55+10IU/ml kL, AD 858+
373IU/mi, BA B 12804+290IU/ml &7 VA ¥ —FEHEBETEH
M ote (F—1). SHRH) i2MiE# [gE BEOSERC L %% H
Bich o7z, SHRD) dEHECBVWTREZTEDE»AD
2o fodt, MiER [gE E23 20110/ ml Lo 7 %35 X 0F 200
IU/ml LT 24 THEMYR L. [gE-HRH) 12 MiE# [gE
{# 201U/ml LAF3.44+0.9%, 21~2001U/ml 9.0+1.8%, 201~
20001U/m! 28.0+2.7%, 20011U/ml LA 132.8+7.5% &, 201
IU/ml A LT3 200U/ ml LAFRENTERRE A2 § v
WA R Lz (p <0.01). L L 20011U/ml Ll _E & 201~2000
IU/ml & ORICREBELR DI 7. 21~200IU/ml TH
WERE I VEMYTTAORADL 128 84 AD, 4 %
M BA LTRCT7 VAF—KBARETH 7. [gE-HRD) 1%
201~20001U/ml (61.7 £8.2%) T, 21~200IU/ml (20.7+
3.2%) 8 L U20IU/ml LATF (12.4+3.8%) kit L BB EEY
AmL7 (p<0.01). LA L 20011U/ml Lk k (51.9+ 13.2%)
T % 201~20001U/ml X b & iddsh » 1

2. RRSMFBEREE e 22 3 vEBIZOWT (R—5)
RS MEFEAER T NS B 94+24/mmic it L, AD F662+
130/mm’, BA ¥ 762184/mm® & BA, AD HCEM» -1z (F
1). KA fUFERER % 500/mm’ LA F D8 & 501/mm’® B E DR
LA &, SHR(H) % L 08 SHR(D) i FEREk S D 22> & —
EOMERFDIh - . [gE-HR(H) i3 {F8 B 500/mm® LI T
14.3+2.4%, 501/mm® Lk +26.4+2.9%THH, Tk
IgE-HR(D) i 500/mm® LA F29.6+3.3%, 501/mm’® Ll -45.8+
4.3% & 501/mm* LA LD BRREAE CHRBCBELY R L
(& H1Z p <0.01).

£ =®

BRI S ¥ OEBE CLIFENMEZI LR I hoe
A& VR R T DAY, BURRIBOR S0 e\ F B R
LCI80%DEBECE - The A& I vIEBYRER L
&, Gillespie Hi2R~XT %', # iz Kazimierczak H* X &K
X AHEERMASD e 2 &2 3 VBEREI S MR TR T Hicu
2, HIEBESHEIC TR A F I VBB TAZ &
ERLTW5. SEOEROFKER T, #l IgE fifkic LD A
2 3 RO N2 P\ RBETC AD BE, BA ¥, NS Bz
nER2%, 18%, 5%ic, BRI LB Rz 1 viE#ORER
R&bRt. Tung BPLFEKEOERY 7 LA ¥ —RHEHRE,
RELHMEBRERIUVET P ¥ -HHBETTLW, ThEh
32%, 0%, BRT2%LLEDEeRF 3 VBB DI L
WMARTWB, 2D k35 AD, BA BErR BV Tabhik
SHR DEKIC & 88T, ZhbDBEEOHFEERRN, M+
TTCRMALPDERIC L b e A& I vkl Lo IRER
s TWAZERTRBTBLO0THE. ThbDEZTIT,
AD #7T SHRH) 2% to 4828k, ¥BKRKZ LS
SHR D8 2 %A EER LA 9BF TAIC, —ELHU EOARY
FURICH T 5468 [gE Hitd %N Lic. RhoEAEITH#Y

ALBNTHHIETO 1 BNEHRPCRNIND LEbhT
WABD (KB 10kg O THTRETS &, 47.200ml ZKAKES
BERNENB BT 2 eT ) VMK T5.6ng/ml &g
D, ¥RBRIErANCEECREIRAIAFOFALS
3 VIR 22.8ng/ml It HET B, T UAF—RKIG, BP LOR
ETTREIHZIOENHI0FELBRNIND & Wb =
RiTMlRE R T 2+ aeRE L Bbh s, - T+
THE#M Y RO IFEERIRREA TR Y T3 €
b, Bk Az I viEMARLICD, BAICX D ERERY R
DHEEBHEEEENS. May BRI AY 7 v F —BEBLH
2041225% LA LD SHR %#Fbic L @& LT\ 5. BAMKE
TRIMEHOHEBIZ DWW TIRBEED L Z AL TR
2, BRABFRDO—D>TH 5 & =13 %R IgE fiisn Bk
TINA, 49, KO EDRYHIRICH T 4R [gE Hikig
YD BA Th, EXKICLD SHR O LRZHDBL L DHE 2
LXh, MEFTTCRARABEZT B2 ELELLN
%.

¥ ol IgE S CHIB L o8B At [gE-HR(H), [gE-HR(D)
&b BA BE>AD B>NS BoHcEEL R L,
IgE-HR(H) i BA BE2ANS B X hBEICEH L, AD B4 NS &
IhEuwEAEER L. % IgE-HRD) i BA, AD B
NS BInERCHL, BRI 5 BA B, AD T
NSEELh & FEDl. ZhHDBER LD AD, BA BETIZe
AR VN TTEL TV A Z EREEhic, La L AD,
BA o—#iz, IgE-HR(H) MEMTEKIZ X A8 4 Badlien
LbOBRBHH, A—KETH > THEDRIREDO R 2 HFO
FENEZ BRI,

LIATHIRETDOV 72 -SG5 IgE HkDRUL,
MmE# gE & L <MET2L TR TLE? . $i
MacGlashan 5® 2 FLBALER & b FEEARKEED IgE v& 7
&% — & IgE Hith ¥ BEt s w81, [gE itk &y & X6
e, BERGE ST L T2 -3 T R & 3 v
FERRFTICV, MR B 7 0 150~2004 F- D FLE APk & FIE L
T, MREEHD IgE L& 7% —D0.5~0.T% LfEaThide &
£ VEEEABRA R, BUBHRT T r—ICELEDOBIZY, L
TR =D TP BUTHEHA I T BT E T
EfRTG B, ), MmiEk [gE it Eo L7
B —1CHEETA IgE dithE e 2% 3 Vil L OBERIZOWT
RHEFC L DRERD D . (I [gE Ei341 [gE Fithic L 5 e
AR VIEMPEAC LA A I VEBE IHBE L7
5 Y i H, 20K A FTIRIMBRR IgE ik e 2% 3 v
WL ORCIEDHBY RDI L DREY L b B, EHEOWK
T3, IgE-HR(H) (31miE# 1gE (&% 2011U/ml L kT3 200
IU/ml LRI _C i e A & 3 ViR 7R Lz, La L2001
IU/ml LA ki 201~2000IU/ml X h 34 F L@ ideho
fo. ZhboZ & kb, MlEmmc—E &0 IgE HEEHNFEET
MIEHERH IgE HiEL ORI LD e A & 3 ViR T
D, Fhb LTI [gE HAD S KA LIsTr & & § Vi
BiRBI D3553R ELLNS. ¥R gE Hifk%
R RAST L b= & 3 Vil OBIRICOV T3, BA B
% TH =R [gE Hi{E28 17.5PRU/ml Ll ETH b, RAST
BEOLORERMEN VT E, AD BTRA =DM SEE
PCBHED L DR L LD, BN Lo 7.
FEEBEZ O\ TS, HEMEEH (major basic protein,
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MBP), ~2/*F v & — (eosinophil peroxidase, EPO), [
+ 7&K (eosinophil cationic protein, ECP) 7 & DA RERE =M
EHy TOBENFRRKER, O/DRE®HILETF (platelet
activating factor, PAF) ® w1 2 + V) = v C/ls £ D{L2E R EY
BLELETARE, 7 AF-RBCBT 2REANEREINT
ECWA. 7 ME-HEFERCIELHERE TR, KHOF
CENROBREEFBERAEML T2 LRREIND, ¥
ol EREEICPE AR B IE R SUS T D I BRER D 5B HE
PINTVAY. KEMFIH 5 FBROBIEH T D
HEBEO 1 B bficis W EEhbRTHAERY, REL® 3K
IR B0 B IFEREREIE O RS & KRS MIFERERIK & Dic
FoMBBERH S EBRTW5. SEOEE T AD, BA TR
WIMAFERER BT NS B L vl LT e, F R Rk 2 501/
mm® LA EIC I LT B S DT, B IgE Sk oRIBuc LT
BuokAg I VIEEARL, &BIEKC X DR EHEEN
AZbhic. HFEEEROMEEE L KMHM &L OBOBITHES, BT
DFRER OB BBIZ OWTIRERE LM IR TIT L.
RED & Z ARFTOIEMAR-CHREERN DB S hic, FE
BAE(LWMRET (ECF-A), =4 at U=y B/ is & DIFEEEREE
RFIC & - CFBRkRErs | &R 3h, ThrigHesT s
FFERER OO HYRE A (RAE U CRRIMUFERRR I IR b e b T 6 E X S
RTW5B. o THBEROBEML, 7 LA ¥ —&KEEREOIEH
MR hr AR S O BRI b b, Th bOian
EME IR EELDNDODT, FEERNSOE e A
&3 VIESNFRRICED OB LHEEIND. b AR I Vi
LS B, FHEERO AL FRPRER L OB EDIRRE
iRERED, FEEROKIGHEZ T2 0THD. B
RERBEBIC LD A2 2 ViR RDTIC, HURCH IgE #1
e EDRIMAZT B TOR e A & 3 VEHY BT 5D
T, eAZ I VEMBEYARD 5 2 THAMN IV, BA AD &
TI2HT IgE P TR A T EER» LD e A 2 § Vi
ek, EARC L BRI hL. LA LEKRENCETEE
KAEETDHODALT, TORETe AL I VMY IBERT L Z
ERE L. T UAF-EEBREOENTIL, HEEEK, M
IR ET VAR -G b s ML D EEIh WY
B, BREFEROEEMRY boe A& ¢ VEBNTFLLT,
b AR VEHRED TUEI R MIF LTS AN L E LS
5. F45EOEET AD BARO R A & 3 ViIEEHHE®RO S
bhiehotcb oDz, %72 IgE HiEDOIFH Ehicy, Wb
PHET P E—HOBEDGERDEAIEN - Z LI2BD
THBRBLWZETHD. ZOHXPLNCTH I ENEKRICE
Be R I VEMBERMO A D= R ADKRTH L, SBELHER
ThE-—NEEROIRERYH LN T RO LEETHE L
BEbhs.

= B

1. KREZHEROT P ©—MEERAEETE, KE0LD
BonFEERNASD e 2 & 3 VIEBEREAKZ L DRI H
e, ERAFEERAY Y E B THIET S L, KETHER X
O7 b —MFEEAEETIIE A X I VEBEYRL, 5
REKC L DERNER I, Chb DI EREETHER
IO07 +E-HEELABET, FEERDO e A & 1 VEHRES
THELTWBZ ERRETS.

2. MK IgE EHE S HE LR FEHETRT, Ev

EAX I VR RLE, 2O LRREIMBRIOT b
W EEABRECRT B R X ¢ VIEEEDOTEN, IgE #
BORALBEELTEZ > T B HENELREBT 5.

3. KEMEFBBRIISEYRARLIOT7 P € —HEHELR
HTHENLTED, FRMOFBRREOBEML T2 B
SELRFEERL, B eAx I vEBAYRLE. 7L
F—REEBE TR DK MFERER OB, EMHRSFE
ERAOMASLOHERBC L b, FhboMlEs EmELEh
REREELZON, REMFEBERITe X 2 $ VBEBEEL L b
T UAF - RBOFRERRRTS.

# s

WAL Hich, MEE L HRMERY  Les o SRS HEH
BUET. oK AR 7o BRI NP e s
P AEEKEE BRFRNEETF ey 2 ) 23D, R ZHN
EE ¥ LI/ NEBSEHE T Vb — 70— Pl b O #E B O BRI
BEKLET. BRCAFROLDCERECREYRIELTHEELES
RTRIRBRE A LR O SR L EFET.

s, AR LOESIIHBEIA A7 L ¥ —%L (BE, 1988), 825
BIRANRT L~ (BHE, 1988) W\ TRELI.
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Studies on Basophil Releasability of Histamine in Pediatric Allergological conditions I. Increased Histamine
Release from Basophils in a Heavy-water-based Buffer in Patients with Bronchial Asthma and Atopic Dermatitis
Satoko Ueda, Department of Pediatrics, School of Medicine, Kanazawa University, Kanazawa 920—1J. Juzen Med Soc., 101,
124—131 (1992)
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Abstract

Spontaneous histamine release (SHR) and anti-IgE induced histamine release (IgE-HR) following incubation of periph-
eral blood basophils in distilled-water-based buffer (H,O buffer), or 45% heavy-water-based buffer (D,O buffer), in 56
patients with bronchial asthma, 31 patients with atopic dermatitis and 19 non-atopic subjects. SHR in H,O buffer showed no
significant increase in all three groups of patients. However SHR in D,O buffer increased more than 2% in 18% of the
patients with asthma and 29% of those with atopic dermatitis, but only in 5% in non-atopic subjects. IgE-HR in H,O buffer
was significantly higher (p<0.01) in the patients with asthma (25.9+2.6%) than non-atopic subjects (4.1 1.7%) but not in
patients with atopic dermatitis (13.2+2.3%). Furtheremore, IgE-HR in D,0 buffer increased significantly more in asthmat-
ics (47.2£3.6%, p<0.01) and atopic dermatitis patients (30.614.4, p<0.05) than in the non-atopic subjects (11.0+3.3%).
More than a 15% increase of IgE-HR in D,O buffer was observed in 16% of asthmatics and 52% of atopic dermatitis
patients. The increase in IgE-HR in D,0 buffer was more significant in the patients who showed high serum IgE level
(>200IU/ml) or blood eosinophilia (>500/mm3). In addition, most of the atopic dermatitis patients whose basophil histamine
release was not enhanced by D,0, belong to non-atopic subgroup of atopic dermatitis without any specific IgE antibody.
These results indicate that basophil releasability increased in atopic subjects, and this phenomenon may be related to IgE
mediated allergic reaction.



