Studies on Basophil Releasability of Histamine in
Pediatric Allergological conditions 1. Effect of
Heavy Water on Basophil Histamine Release in
Patients with Atopic Type of Bronchial Asthma
and Atopic Dermatitis
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NRT VA —EEBIC BT AR e R & 3 volEERE
(Histamine Releasability) ZB8-3 % 5z

I. 7he-HoSETMERIOT e —MEBABRLETCELRD
IFRFRR e 2 & 3 v EBHEO BEKIC X B RREHRIC OV T

SIRAFEZHNERLHRE (EE 50 R#ED
Loom & F
(R4 & 1 A13B%MT)

B—#H TRELME (bronchial asthma, BA) 38 X 07 + & — M4 (atopic dermatitis, AD) BB TR e R &
IVEMREOTTELTWAZ ERIRLE. LhL, B8R IgE fAOER TRV WP BIET F ©—TD BA LU AD &
EFTIL, BRCLZERHRARE LML DA S o, £ T BA, AD %42 IgE HOTWEhiz7 b U —F L, M
B [gE ENEETHRE [gE AL TFRIRLVIET P E-BERHTT, bR Z 3 vEMEEY RS L. HO REMW
KRBT Herx v AREH (Spontaneous histamine release in H:O-based buffer, SHR(H)) i3 BA, AD &4 7 v —RLIE
TFE-—RECEROEXRDIh o1, 7 P E—FHTDAR BA D50%, AD DAIRIEKE &k 2 8% Rwi-. BA TiX
HO @EEWC 1T 24 [gE HiBFE e X & ¢ v E# (antiIgE-induced histamine release in H;O-based buffer, IgE-HR(H)) 1%
7}5—%@&&5]%)ﬁ#?bE—ﬁWﬂiLW@lbﬁﬁmﬁ<(P<&%%&O%ﬁﬁﬁ%ﬁ%ﬁkEﬁ¢%§&
A2 3 B (anti-IgE-induced histamine release in D;0-based buffer, IgE-HR(D)) & 7 b & — & (65.7x£7.9%) 2FET b v —
B (19.3+£6.2%) L W EBEEM o7 (p<0.05). AD THREEICT r & —FHIET + ¥ =zt IgE-HR(H), IgE-HR(D) &
bEVCEALADITHER TR k. BEKIC X 5HBRDEL BA TRT P E—BOT5%, 7 b ©—ROW0%ICHDT:.
AD TH7 F ¥ —D68%, 3F7 P E—HOBRICRDTHEY, EHET b E—FCBEHARD - e A B TR » T
EIORMMAFERERBNE BA, AD b7 bE—REHFT b C—BETEN D oo td, MIEE 1gE BIZT7 b @ —BEATSEE R L
t(p<00D.&KEX&SVﬁ%%?BAJﬂ)@TFE—ﬁTﬁﬁ?%&,@EHMHHiBA@&Hﬁﬂ%)ﬁADU&S
+2.9%) LW EBKE» -7 (p<0.05). LhLeRx I vEREY (spontaneous histamine release, SHR) % SHR 3 L ¢
# IgE HiiFEFH e 2 & 1 il (anti-lgE-induced histamine release, IgE-HR) DEKIZ & 2 HIC >\ W TR AR CABEEY R
Digh ol DEDRERIN 7 LAF-BECAILR B R % I VEEHED U IgE P LBIEDR D D, 35z 1gE HifkLh
SHCEBERN LML ORTHBIS LT B TR VRE S hi.

Key words histamine, basophil releasability, heavy water (D,O), atopic subgroup, non-atopic
subgroup

ZEXE—RMCBCTHUTOL > BB R L. &% BHFCHTbhaEEX bR, KEEMEKTET

MW B EE (bronchial asthma, BA), 7 b v — ¥ BB &
(atopic dermatitis, AD) TiZ, #i IgE HifAK & b #2213 7=
HFRERIE e A % § VilFleRL, FRERKCL D AR
IVBBOMBAERDIILLD, ThHDT VAF—ERIC
BOWTiZe A2 3 VIEBEATTE LTV A L E L bRt Ln
L AD, BA oz b4 IgE Hifkic I B e 2 & 3 v M
<, BERZ XAMEEED I C—BFNEETLZ EREWER
e, ThOLDOBEFRCOWTHARNTRLE, FLEEh
%Dk, MERE IeE EAMEETT VA X v A EHE IR\
WHET T e—MD AD 1213 BABERE T, O E
£ h AD BXU'BA BEIL, e 2 % 3 ViEBEBIL T 25D

E=L b2 iEvhe 2 NS A2 T2, 7 h ©—MiEk
THT7 P E— LW EER— BT EELR T, 7 b
E—d W) BRI REBBEIEDO—M L LT Coca 8L
Cooke 512 & » TREZh7ch, T DH Sulzberger 52 21D
AREOKHM L EH BB T -2 40 TA I L2%
WZEdh, ThET P E-WEEREFATHD—RIYNCH
WHNB LIS DTHS. Z 2 CRBERCT b v —
YRS DR ML b DORT, R 1gE FiANIEY &
h, 1B7vAF-0BERELBABADR 7 FE—$, 0
ks [gE MEAMEC, %R [gE FB DB Ehipn 2L 10, |
W7 VAF - LDOhhb D BEZIZLL WSORIET P -

Abbreviations : AD, atopic dermatitis; BA, bronchial asthma; HRF, histamine releasing factor; IgE-HR,
anti-IgE induced histamine release ; IgE-HR(D), anti-IgE induced histamine release in heavy-water(D,0)-based
buffer ; IgE-HR(H), anti-IgE induced histamine release in H,O-based buffer; NS, non-atopic subjects; RAST,
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LT, MEETOL 2% I VEMERIC DL TREf L.
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AD, BA #ZhEh7 b ¥—-BEFET b € —-BCHT THRE
Lz, SZTCT7 8L, SoF7 vy REk
(radioallergosorbent test, RAST) 1= X » M4 R 1gE ik % T
BTE, TOEROEHC [H7 LAF-RIEHBIE LTS
LEZODNAHTHAD. 7 B L IIMER IgE E (—E
Hitkik) BB L ABROERIERIER™ (3F AT 501U/
ml LIF, 4~73F 100IU/ml LAF, 8 LAk 1501U/ml LLF)
#ifc L, RAST T# = (Dermatophagoides pteronyssinus),
BE, 48, KEevThiEdodoT, 7rva¥—-FRo
BEDELICLVWEDELR. 1L, ADBIUBA D7 b
E—FEETIPE-B, ET7 ¥ —-1BE (nonatopic
subject, NS) 0¥ BA/R L. AD 3 7 -8 94. 7 b
E—224, BAWSE7 be-B5H, T rE-HIRETHS.
AD BT HHEHEOER D FIITIER UTHBHM BAIKB T
FET P E-EOERARGID, T -HH16FHLE0oED
ATHERTI -7z, £/ NS I3 AD L DB B TIZIEF
LAF, BA L OHEICEBWTURIEY L ETf e 5728, 15F L
TR EIEF L ESRD 2D CTESEY —H IR
7o, AD TRT7 PE—B2R2HT7 LAF—F L EREWLE
Brkftts, 4RCHT VAY-H, | ACRTRREREY
fTls- Tz, BA TRIE7 V-, 7Y —BTERELR
W7 LAF—FE A4, 2BCHRETIRA, 57490 v
Hlx 54, 1181, A7rA FElx 14, 2RCHRERLT
Wz

I.% *

B AR I VBT, WEHET" 8 X O AR
WTR, BIREAKTHD. HEFRMTO L A% 3 vl
e AZ I BB (spontaneous histamine release, SHR), #i
IgE FifsiInc L B e 2 2 3 viEs, #i 1gE HisFle 2 2
3 vliME (anti-IgE induced histamine release, IgE-HR) & L
o, FREBEKEFERA LA Y R ACM ZH % (H,O-based
buffer) & EAKZ#H LI EZEK (D:0-based buffer) kit 3
SHR #%Z#*¥h SHR(H), SHR(D) & L, R4z IgE-HR %%
hZh IgE-HR(H), IgE-HR(DD) & L7-.

R =
[.AD E&U'BA D7 FE—REET PEe—BIChkT DA
EHE(CHOWTORKRE

1. AD BXU'BAD7 V' e—HLIkET be—Bo kT AMm
Tk IgE & RAEMTERRE O (F—1)

miE# IgE i AD 7 + v — 8 1238 +£5131U/ml, 37 +
14+ 51U/ml, BA 7 + ¥ — #9944 265IU/ml, 7 +
B —F¥98+241U/ml &, AD, BA L L7 FE—FETHET b
E-RIDLEMETH - (p <0.01). LA LKRRSMTFERERE
WHWTIE AD 7 b v —F614493/mm®, FE7 P ¥ —FETT0+
238/mm’, BA 7 b ¥ —% 4834+85/mm°®, 3E7 + ¥ —F¥ 603+
97/mm* &, MPLLT7 PE—HEFT  E-HTEEOEY
E R YN N Al

2. b erar i vBEBRCOWTOKE (F-2)

T ME—REEFET P -BOLE S AD, BA ThFA T
5 ez, NS #15F LT 16X L Ew sy, AD T4k NS
DIBFTLATF%, ¥72 BA TII NS DI6F L LA eE Lic. F

Table 1. Characteristics of the subjects

Non-atopic subject Atopic dermatitis Bronchial asethma

age<l5yr age>16yr non-atopic atopic non-atopic atopic
Number of subject 14 5 9 22 5 12
Mean age (yr) 8.0 28.0 3.4 3.4 51.7 28.2
(range) (1~13) (24~38) 0.1~10) (0.1~14) (40~88) (16~58)
Serum IgE level (IU/ml) 50+12 70421 14+5 1238+513* 98+24 994+ 265*
Peripheral eosinophils (/mm?) 94424 n.d. T770+238 614193 603+97 483+85

Values are meantS. E. M.
*p<0.01 against non-atopic subject

Table 2. Histamine release in four age groups of non-atopic subjects

0~5yr 6~10yr 11~15yr 16yr~

Serum IgE level (IU/ml) 2014 53424 6019 T0£22
SHR (H) (%) 1.0+0.8 0.6+0.3 2.7%1.1 0.5%+0.3
SHR (D) (%) 0.4+0.3 0.7+0.4  0.9%0.5 4.5£3.7
IgE-HR (H) (%) 1.6£1.4 1.9£0.6  4.9%3.5 . 11.6=£5.0
IgE-HR (H)  (%6) 9.0+3.4  3.8+0.7 9.8%4.6 25.7+9.4

Values are mean+S.E. M.

radioallergosorbent test; SHR, spontaneous histamine release; SHR(D), spontaneous histamine release in
D,O-based-buffer ; SHR(H), spontaneous histamine release in H,O-based-buffer
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DRBDITIREST I D A2 I VOB OWTHRI LT
BADERDDERDLID. FITESE0~5F (4 4),
6 ~10F (54), 11~15F (54), I6FUE(5R) sy~
143 C SHR(H), SHR(D), IgE-HR(H), IgE-HR(D) 1o o\ TH#E
gt L7c. IgE-HR(H) 35 & O IgE-HR(D) v216F LA L T15FLLF &
DEVEEYRDIAEE TR o7,

I. ADBSU BADO7 FE—BLET FE—BICETBE

AB I HRED B

1. AD BB se A2 3 vAREHE (K1 ~A)

SHR(H) X NS # (1.1£0.3%). AD @37 + v’ —8f (0.3
0.1%) BLU7 P ¥~ (1.520.5%) DI EZEZE 4 RD7
Pyofc. SHRD) 1237 + ¥ —§0.410.2%, 7 ©—RET7.6+
BARET P —HIPRFE EHEID -, FOEREE
TRlehotc. LOALERKZ LD 2%ULOEEMAZ LR
O, E7PE-BHTIRIZADVWEWDIEHL, 7 P E—FT
129/224 (41%) T, 5 B 2 B TIRSOX L OBV HEA LS
7.

2. BA BERThe Az I vAREM (X1 —-B)

SHR(H) 1337 b & — B TI120.6£0.83%, 7 b &£ —BETI22.2
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Fig. 1. Spontaneous histamine from leukocytes was repre-
sented as a percentage of the total histamine. (A)
Leukocytes of the patients with non-atopic and atopic
subgroup of atopic dermatitis, and the non-atopic subjects.
(B) Leukocytes of the patients with non-atopic and atopic
subgroup of bronchial asthma, and the non-atopic subject-
s. Vertical bars represent mean+S.EM.

Tl 1B EERZELE D -7, SHRD) E+hFh0.7+
0.6%, 10.0£3.4% &7 ' E—BICEWERLZZED LR, 20
ERFETRIh o, LALE7 I -—BHTREKCLS
SHR O ERIIEDIWDORFL, 7 E—BHTIZ 64 50%)
THEKK X H SHR 2EE .

3. AD BB BT A4 IgE HifbFHe 2 & 3 v (K2
—A)

[gE-HR(H) 237 P &8 (6.8+£2.4%) X b7 + v — ¢
(15.9£2.9%) #%, %7 [gE-HR(D) $FH7 + ©—F (20.4+
T.19%) X7 b €8 (34.8+£5.3%) 2%, BUEHAR RS
BEE TR o7c. L Ligh b [gE-HRH) 2310% L4 Eo
BoR3doik, 67 b e —B2/9% (22%), 7 b v —14/22
H64%) &7 E—BEh 57 (p <0.05). EHEAKZID
IB% LA LI h B DIRIET b v —BE3/9% (33%) w3t L,
7 P ¥ —BEN15/224 (68%) LB RBEMRD .

4. BA BEX BT A5 IgE HiAFHEe 2 5 3 VM (K 2
—B)

[gE-HR(H) 1237 P &' —8 (7.7+£1.5%) L o7 + ¥ — B
(28.2£5.7%) BAEZICE (p <0.05), IgE-HR(D) »IE7 b
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Fig. 2. Anti-IgE induced histamine release from leukocytes
was represented as a percentage of the total histamine.
(A) Leukocytes of the patients with non-atopic and atopic
subgroup of atopic dermatitis, and the non-atopic subjects.
(B) Leukocytes of the patients with non-atopic and atopic
subgroup of bronchial asthma, and the non-atopic subject-
s. Vertical bars represent mean:tS.EM..; %, p <0.01
against non-atopic subgroup
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Table 3. Histamine release in atopic subgroups of atopic dermatitis and

bronchial asthma

Atopic dermatitis

Bronchial asthma

Number of subject 22
Serum IgE level (IU/ml) 12331513 1092+227
Peripherl eosinophils (/mm) 614193 844141
SHR (H) (%) 1.5+0.5 1.1£0.4
SHR (D) (%) 7.6£3.4 4.2+2.2
IgE-HR (H) (%) 15.9+2.9 28.2+3.9*%
IgE-HR (H) (%) 34.845.3 47.6+5.3
Values are mean+S.E. M. * p<0.05

v-BE (19.3£6.2%) X b7+ v—#f (55.7£7.9%) REEL
Bk AR I VERERY R LR (p<0.05). %7 IgE-HRH) 2
0% L ED b DT b & —F1/58 (20%) KL, 7 he—
F10/12% (83%) &7 r € —FETIHEW LI -7 (p <0.05).
ERICEDISHLU LR INDLDRIET ¥ —FE2/54%
40%) R L, 7k ©—3E9/124 (T5%) TH » e AEEDOEIT
Tehr otz
. AD BE7 rE—B L BA BET7 rE—BHOEK (&
3)

AD, BA i1 & & & NS & [t~ T IgE-HRH) % &
IgE-HR(D) AEETHBHZ &3, F—HmTTTRIB~NIEEBD
THBN, TDOEEBAIRAD LhBEWERD AR, Lk
LE—F TR FROERDELSBICECRDH DT, =
TRESHEDIIOFLTTH%S AD,BAD7 b E—FLh
FRR2Z O THERT 7. MG [gE fEi: AD 1238+
5131U/ml, BA 1092:£227IU/ml &Ml B EEL BB L) -
fz. ¥4z SHR(H) {3 AD (1.5+0.5%), BA (1.140.4%) w3
RDILH -7z, SHRD) & AD (7.6+£3.4%), BA 4.2+
2.2%) wEERDIM o7, Lo L [gE-HRH) 13 BA (28.2+
3.9%), AD (15.9£2.9%) & BA THEWCEN -7 (p <
0.05). IgE-HR(D) % BA (47.645.3%) 7% AD (34.8+5.3%)
IVECEAND TR EE TR eh -7, EKIKK L5 SHR
DOBEFNT BA, AD & b 44 (18%) 1w b, [gE-HR Dt
BA 15% (68%), AD 134 (42%) & BA & < AL BHHANK
BHoteh, HETIXeh -7z,

E -

Tung HMIZE, 7UAF—EBRERUFEa Y r—L
BTexz s vigia i U, BRI 0 2 % Lol
RAEDILDIRa v b r—ABTRERTHAOFL, KHE
BETIXT0%, 7 v ¥—EB8REETIING TH - &k
TWa. ZOEEFE-OWTIE, MEGL IgE EHAN B8
Z7614+67Tng/ml, 7 VA ¥ — @5 HEE 1089+T4Tng/ml, =
v br— B 211469ng/ml & BBBRT LSV DOFERIZDW
TEBITR. EFTTRTBTULETHD, BLTHHER
FER 7Y —, ET I -—HEREERD LHMEI RS,
Marone 5% %7 F - EEREEFELEFE2 Y P r -1
\WT SHR, IgE-HR # 8L, 7 ¥ —HEERBE TR X
IVEBNEI ST EBELTWAR, 63 ANLISFORE
ERVCEED7 F¥—EE&E G5 UATIIEETRIIE X
T, SEIOERRT AD, BA BEk T 5 IgE-HRH),

SHR(D), IgE-HR(D) D fER BRI X 2 FHEmORE R,
4R gE FIEOEWIRB7 P —HICEETHY, 7 E—
BTeAx I VHEBER I DTTELTWB I EAREAL. &
727 P E—-BTIRIER gE ERE7 P E-FH LBk
23, RAEMFERELT P e—-BEIET7 P Y -FCRBERH
MLTEDh, MBEKELRDLh . SO EIDHT P~
BTXRERNM LT AR I VBEMIABE D, LK ZDOKIE
L BEE LR X 0 ORI MF RSB ENT 5 L E L bh B
By, T+ E—FETIL IgE & v 3RS M BRI L
TWBZEWRBEEhA., ThHORRL DT P Y-kl
HeAx I VEMBEOTEOEFLELD L&, TR
HDOVe7 2 —EETS IgE HitbOES, ¥R E fiEDF
EXEEERLTEIATHENEAE L h. 7 e —FdE
7 PE—FEL h MGG [gE ERAE L, hoe A X I VNG
W ERIhEREHTHLOTHA. EIT LVAF - K
BEhofilar vHIhBMH20ORTOEENEZ bR,
Orchard 5™, M/ v B bhice X 2 § VIEBRET
(Histamine releasing factor, HRF) & L€, 7 v — A%
BED0%, [ETMEEEEDT0% M EUG L TR T HEk
Ihe Rz VERARDIH, HRAEMEERE TG
Lied ot E BT\ 5. %74 MacDonald 5" 12 BEM KE
CRTAEHT XD HRF # R0, 7va¥—HareEo
50% B ERIC G U TIHIRERA b DO e 2 & § vl RD T
EWE LTS, T LTI DORIGHOHREAREm I b, A
WEW X b IgE K< & HRF T 3 KIGa 3B e -1
ERRTWB. Z? L3k IgE WKW HRF SO
TIE-BICRTA e AZ I vEREY X D THEIR TV BT
fEEREZ B, Tty v, il eT -9,
TR ieE b b HRF BAHTWAZ ERHE IR TS,
IR EREEOLONEL LTT P E-BTIEHM TE
HERNBIFEABRA S L EBAaD e 22 3 v ERRIBICH L
TRIGESTTE LTV AEERAE L R, LihrLihiko
Wik MacDonald 5" 2%, BRI KIGT 5 FEERRD b HB
B L 0 IgE B EERCKE Lic e b, MRS L
WIFEERR A ABABEC ISR O gE W X W ZERIFLT
5, BAECRGETA I A EBELTCVWHI LEEL
BE, TOMERZEWEEZ LR,

¥ iz IgE-HR(H) % BA, AD £ hFhOERIMZERTT b
v —FECLET 5L, BA TERECHRELXTRL, IgE-HRD)
BA THEWERAYRED. ZOZLIH T UAF-—KEBOHT
H, BARADWICHARI b e A& I VIFBEBERTTELTWA D
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EMNTRB AN, MES GEENIERARTH BRI bbb
T, BAMWAD Xherz: vEMENELEVWOIZLELD,
IgE # N3 D EERO | 7 VA F-KiE%, IgE HithDE
DATHHATHI LRI TEREVEVWSZENE 2 5. Tung
LYREELIMEE T VAF—BKETe Ax I ViEREY
B L, SELEHMEDERINRT UAF AR VERIZLD
BRI VEMEYRIBDIE LTS, Gaddy 5®i12e & &
I VRS SEORIG: LERAD D, ET LAF MR L
TUNF—WiEEE OB ERRDIh sl LD, ERAX
IV EMRED TUETR BRI LD TH D E VT 5.
LA LESIIMOT7 LA F—FEE DLEIIITI > T,
IDXAIEBICL D e A g 3 v B WAL bR AT & X
h, BT ERT7 P YRR TR FRORIGEDETH
HHEBIBES L CELEIhAfA b A 2 3 VIERRT, *
TR T '] 7 vAF - FIEHEARTFMET, v A% vikE
CEEBYE2 B LbELZLRD, TreE-BETAbhbe
AR VEHEEDTUER [gE WRENTH Y, BEKRNTH
5LEXRD. SHBILNLhOEICOBT BT HEEL RN
HF LFEEROBEGRE, BT L X hiFEESke 2 2
VSR L COREANR IS ERTAETHA S EE 2
%

*® El

1. SEITHWARLO7 b -UEELEEY, 58 IgE #
ORI L O 1 B7 vAF-DBEREZLRET P E—B
L, ThEDBEbL O BREZICSWIET M e—FO DO W
pRBE, TIHE-BTRET I —HICELTe AR I Vi
BEEERTIE L C\ie, ZDZERFDFRRE LT IgE HithDHE
ERERLTWBZ L2 RET S

2. REBEIWHMB LT PE—HABROT P E—FETOLE X
h, RELMBOINT P E—UEBER I D e Rz ¢ ViEHRE
RILEL Ty, MBETIRNER [gE HICE2ED e, -
. IDZERTUVAF—EBETOR A X I VEHEDTUE
1%, IgE FIFED LTI RRBRNVLRFLBESETHZ L3R
Wts.

# 23

BERrsehich, HEELHEMAE D ¥ Ls 0 R8s
BLET. ¥ oREEEHEEEERE SR ASENER 2R EH
HisE ARkt BEHARNERE LY 2 ) 2@ U, IR BN
A& E LI RBERET LAY — 2 — Pl b e B OB
HELET. BREAFROCDICEELREYRELTEEE LS
REBABRE R ECLHSEALBE LEFET. X HLOES
XH39E T Lo ¥ — 4 (HH, 1989) R WTHRE L,
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Abstract

In the first study, I reported that basophil releasability was enhanced in allergic subjects. However, some patients, in
most of whom any specific IgE could no be detected (the non-atopic subgroups of asthma or atopic dermatitis), showed no
enhancement of histamine release from the basophils in 45% heavy-water-based buffer (D,0 buffer). To study the underly-
ing mechanism of enhanced basophil releasability, histamine release was compared between the non-atopic subgroup and the
atopic subgroup of bronchial asthma or atopic dermatitis. Although there was no significant difference in spontaneous his-
tamine release (SHR) in both subgroups of patients in distilled-water-based buffer (H,O buffer), significant enhancement of
SHR was observed in 41% of atopic subgroup of atopic dermatitis and 50% of atopic asthma in D,O buffer. Anti-IgE-
induced histamine release (IgE-HR) in H,O buffer increased significantly (p<0.05) in the atopic subgroup (28.2 £5.7%)
compared to the non-atopic subgroup (7.7 % 1.4%) of bronchial asthma, and IgE-HR in D,O buffer also showed a significant
(p<0.05) increase in the atopic subgroup (55.7 £7.9%) in contrast to the non-atopic subgroup (19.3 +6.2%) of bronchial
asthma. IgE-HR was enhanced in D,O buffer in 75% of the atopic subgroup and in 40% of the non-atopic subgroup of
bronchia asthma, but it was not statistically significant. Similary, in patients with atopic dermatitis, this enhancing effect of
D,0 buffer was observed in 68% of the atopic subgroup and in 33% of the non-atopic subgroup. Though there was no sig-
nificant difference in the peripheral eosinophil counts between the atopic and the non-atopic subgroup, the serum IgE level
was significantly higher (p<0.01) in the atopic subgroups, both of bronchial asthma and atopic dermatitis, compared with the
non-atopic subgroups. Between the patients with asthma and atopic dermatitis, no difference in serum IgE level was
observed in the atopic or the non-atopic subgroup. In the atopic subgroups, IgE-HR in H,0 buffer increased significantly
more (p<0.05) in the patients with asthma (28.2 +-3.9%) than those with atopic dermatitis (15.9 & 2.9%). These results sug-
gest that in addition to IgE-mediated reaction, other factors play some role in the increased basophil releasability observed in
atopic subjects, especially in asthmatic subjects.



