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Fig. 2-a. Frequency of specific IgE antibody posi-
tive to the Japanese cedar pollen among allergic
rhinitis or allergic conjunctivitis.
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Fig. 2-b. Frequency of specific IgE antibody posi-
tive to the orchard grass pollen among allergic rhini-
tis or allergic conjunctivitis.

B IgE Hifkid, 255 3REICIIH LI BH T
Hot (Fig. 1).

INESHICTUVF—WREEITEREED 597
ANERZET DL, AFTEHRERD IgE SRR
BIREBTER LTV, FIZE 1R TIE 15 Ad 4
ADS A FIERHFRM IgE fEBHTH - 7 (Fig 2).
FNENOERIERN IgE REYEZ D L
14 R T O X XL EER [gE Bk B 1L 20%
BTHLDIIHL, N FIERIFEY IgE Mkt
K3 40~60% TdH -7z (Fig. 1, Fig 2).
3. OAS & OASUAAO T LV F - BERTOEH
TER 4R 1gE PURIGIEE OB 6 DI

AE HEHY, 757, N FRHEERN IgE
HAKGIEE OBI413, OASEERI DO H A, OAS A DT
LV E BB CHETICEEICE - 72
T2 P REDHE, p<005 TIEH~DBEMEL OAS
BIEWENDH B EEZ bz (Table ).
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Fig. 2-c. Frequency of specific IgE antibody posi-
tive to the ragweed pollen among allergic rhinitis or
allergic conjunctivitis.
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Fig. 2-d. Frequency of specific IgE antibody posi-
tive to the alder pollen among allergic rhinitis or aller-
gic conjunctivitis.

BIERPE) BT HE SR TwED, SE/AED
OASI6BliCDWTHE Lz 25, EfEARELT
75 A1EHTLIVE—IZBETS (OAS A D) £
T UVFE—EHOIAT69% IbELTW2Z L AEH
BTholz. BT LAX—EHBIO LD OAS
PEEDZ S 1ERT LIVEF—DEDRE L LTHRAE
LTWAEAPEIN T LAEELEZ LN &
W7 L rF-—oah MESHREROGHE, 77 X1
ﬁ%?b»?—ﬁﬁbﬂ%%ﬁt%iét,%@ﬂ%
L7 OAS16 61D &, fERI3,5,8, 16 253% T 5.
DA4BNLT T AT EWT LVXF -5 M ?ﬁu\t%z
bha. F7:, EH4OFRFEYIEIF Y 4T, MWESE
FERDEHITED o 7288, TERFRRD [gE FLFIEAF
DHIBHTH oz, GDETAAFIEHEF T 4 0k
HWHREHICET 2 HmEII LY, 79X 1AEYT LIV
F—DHEGEEZLNLY, 5%, AXHEHEFTA
HERMOLBRBEROFEIZOVWTORFTIE T L
5.

F/—FT, 16 FIEfIH 2 FEEHIFRY IgE fuik
BiETHD, @B 5 A28WT LIV —0FED
BMELTwsEEZ R/ ER10,11, 13 3EMT L
VEF—DEHIE L RS OBERECRBLTEY,
TITA2EMT LN -DOBEEFENEEZLND.
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Table 5-a Sensitization to Japanese

cedar pollen and OAS
0AS
Total
Yes No
Japanese cedar pollen Positive 16 30 46
IgE antibody Negative | 0 17 17
Total 16 47 63
Odds ratio 1893
95% confidence interval 1.07-335
p = 0.005
Table 5-b Sensitization to orchard grass
pollen and OAS
OAS
Total
Yes No
Orchard grass Positive 11 11 22
pollen IgE antibody Negative 3 28 31
Total 14 39 53

(Odds ratio 9.33
95% confidebce interval 2.18-40
p = 0001

INFETIE, AUVIEAENY, T¥rY, b bid
AXEORITEMFRESINTEY, fEF 10(XF,
HEHY, THIVHERN gERERYE) oxal,

Fob, FEHLL 13 (AR IgE EBME) O b
FMZX B OASIE, TE8 L ORIIURMEE AL THRIE
L 7= OAS(pollenfood allergy syndrome) 2855

MR AER & - 72 5 PIOBREWIL, 7 1 341,
FLY V2B THoN. FU4IK 5 O0AS6HIH 3
B, LTI B OAS 3B 2 BB SRIE R =
o T I, ALY PILE B OAS IMEEHE
RERAPTVLEL BNS,

BlCxy 1320087+ 749%y—%2EL, ¥
V42X B OAS BEELERICGER T SRR &V
EEZLN, FESLETHL —RIIFT 47—
VT ULVF—ZT VX —ERFOENICERT 5 b
DHLTFT45F Y —FTERIEETH LY. 4
Bbibn e Lizsy 4 6 FIRfehERTEH 1
B, EEESERD 3B, ERHEFEEHH(ZDI B
FEF 12137 0% 10 EICTEREEZRELTBY,
OASBATHIE EALNE) DS 2HITH o7z FEFI3 I
FULILEATF T4 FF—OMPERE LTHO
BREREZ2 005, EFAIBEIERRBFYAILS

Table 5-¢ Sensitization to ragweed pollen and OAS

OAS
Total

: Yes No
Ragwegd pollen Positive 8 10 18
IgE antibody Negative | 3 25 28

Total 11 35 46
QOdds ratio 6.67
95% confidence interval 1.46-30
p = 0.009

Table 5-d Sensitization to alder pollen and OAS

OAS
Total
Yes No
Alder pollen Positive | 11 13 24
IgE antibody Negative 9 16 "
Total 13 29 42

Odds ratio 6.80
95% confidence interval 1.27-36
p = 0016

OAS L LTHREL, SRHFHEDOF 74 Z2ANTT T
TATFV—%B L7 [EHELF Y 112X5 0AS
DIERFERFR O%ATE, EROEREE, EROET
ORFIC—EDOBEIIRD LT, ThETOREL
K& B WITEA 726,

TIEZED 2 v OAS O BEIRAEER & L T lipid
transfer protein syndrome & latex-fruit syndrome %%
% %. lipid transfer protein syndrome (&5 5 — T v /¥
&L, BB EIatT 5 0AS 26 & B HERE
FIZRIL, B4 nBWBkoRy (Yo7 vE 2
TE, K, VI, EHBAIL) IRXRIGERT
B, VT ANSTEITIEBUS L7z V. lipid transfer pro-
tein (AT LTP &Md) family HEERRE L E R 6H
TBY, F€Prup3), 7792y F Pruarl3), 7
54 (Prus3), 275 v& (Prual) FIZRHINT
Wah, LTP 7 LV U oEs, EIRVFIL DEEICL
BHENE L, BROBWIIFIST A EHNEF . &
L~ ¥do) LTP allergen family %% Pru p3 {23 X HLIE
HrRRLIZEWIHEDSH YD, FEH S, AEF 8134+ U
> U@ LTP allergen family (2 FUS L 72T 6tk &
W5,

STy I AT UNEF-BEG, BESLRERYW NS
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RERE)WIHTEO0ASEBHELLEHTAHDT
latex-fruit syndrome (BLF LFS & B&3) S ERTW
%, LFSEOBERICMZ CLIE LI FEREET
%. ZHhid, LFS OBREREFECHIBERIIKER
LML EEZLNLTWAS. hevein (Hevb
602) 1255 v 7 AT LVF—BED 80% L EIZKIE
TAHEEMET, /NFF, E(Cassl), 7HKRF F(Pers
al) EOTLNT i, NEKRIZZDOANNA VRS
PHRHOTBIRIARSHEERTEEIONTNS. JE
B8k, T2r0BLI Lo TWTERSIFHEL
TEWHIEENDY, LFSZAEHFL TSR DHE
Ashs.

M M2 X B OASSBICERT 5 &, TEHEIEEHF
BlA 3B 3B L b AXIEMIFRN IgE PiikiRE), 1t
WHEREEIERESL 16, ERRERTHS1HITH-
72 YU VITREREFOIGE LY b= 71X ¥ T A NGE
BHERICIZLALETEEINTEY, ¥ F A3
EXEPHLEY YT TUVAMF—DBREZEICBTL) v T
WA B BAERALICIIRES» S EA LY T A 8TER
PRELHEELTWEEEZLNRTWS., ERIZ, ¥
SHNOBEELTWSILEED L DA, MNEzas
I L7z TlE, EBREEIT T 2804 <, TEHIE
5470 47%, OAS FATHI 19% &7k o T 5HY. b
NRE E ZAFTEHITERBIEESD B25, b~ M
BEOETHIGE LY b— 7 AXEHPEICE £
NBbIFTId%R L, b MR X 2 BERICIE (X
FIEMOWA L B HBEHSOBMETLED DY 9 5
), P FEHOROEIUC L 2 BMETHEDES LT
W5 Z LA RAST inhibition DERD HREE ST
A0 SEbivbPRELA < M2 X5 OASS
PHITEREIEEOE, FERREST S (, ERER
B2 LT 5 L, AFEHOBRA L 5 BIETED
ATE%ZL, PP EOLDOIC L BRBETNED RIS
ha ol IhETKHERESN TS RAST
inhibition D#ERICFIE L2\,

FRAEWE, A OASBlOBwmE Tk, x 0y, EFE,
Frq, )y TERLSWDN SEFE 4 HHEER L 2/h
BOASHIZBWTIEF Y4, b b, LYY, 201
UG h; ol BMATIRY Y IBEMICH B2, MR
TR b b EMICH S, DARIIRALEL, B/
BEINDBEND WO, TBHORA L 5 REE
THEL DD, BEINIBEISVEORIUI L LK
VEnED S LT wWiligrsEZxoh, 77 XA28
M7 UNE—DBFEIZTTRL, 75 A1EYWT LY

F—DF LS5 LTRET 5 OAS »V/MEHNICIES
WOTRBZVWHEEZONSE. BAL/NBTOFRER
WOBEBNIENERBL TWRED0E Lk

THEEWEL L OBEIEIT LT A0 RT3
DIERFEEBHICEE L ORI LA, 1Eh
FEFATHIAT16 Bk 361 (19%) THEH DKL, R
BIAEBIAT 16 BIp 560 (31%), TEAIEIESBEBIAT 16
Bih 78] (44%) Thoiz. TP EWIT L 5 EAER
ATk, TERIER OASVRET 5 T TOHEIENE
OB LEMOBECELLTRLTH B LIRET
BE, R X BBAEICHEST L C(F - RERIC &
WIZBESRBERNSNENW) Z LIRS DT
EWS, FTITRA2EWT VLVE—DBFEIZIT TR,
75X EYT LAV —OBFELES LTCRET S
OAS 2VNBREICIZS W2 L F B I N5, RO,
ik I RN

BARTIAFIICE ZIEWENZVOITHT L,
I—0 v T, ¥ITHINTERIT X BIERENS L,
I ANTEBEEL ) TED OAS KT A2 |ENE
v, BETIR, Y ANERILAAN FEREAKRDON Y
JENFEHELTWBEY, ZhIT WMRICBITANY
7 ¥R OBAERIRIC OV T ORE T D 5 72,

SENBHOT7T LV F—HEREEZE T A REMRIC
NV D XK T A RSER R AR 2 A, I
CELHENY, T ERBECBEINTVS
WHEIHR SN, ZOX) RV ) FEH~DRK
EIITEMIES BF OAS MO —H & & o T 5 gk
Wb,

T, v XEUREAFEERELIEREE, N
Y EADBERIAFIIETE W b ol
N FXFOHATAIHIBIIEIBONTEY, Ny FiE
BIIAFEFELETTREZVIENZOHEBEER S
N5B. NY ) FBORET HREHIIZ FEh & i
BT, Ny XM T BBIEXHRILL T T
bIERDP SR IR, HMRBOASHITE N
J RIEHERN IgE EOREDPZBIICERTH 5.

SR 4 DHEER L7z OAS 16 Blic BT, TEMIEE
FAFE LTV BEIEA DS, SR FEBITT 5
RN IgE AR T, HEHY, TETF, NV
FIBHIINT 2 REN GEABERS ZhTh 14
Bl 11 41 (786%), 11 Bid 8 Bl (727%), 13 Hi 11
Bl (846%) LB ol FEMEEZFREL TV TH
T B BB L T BRI E Wl & h
7.
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OAS 16 BID T & DAL A 5 IgE SLfkim
oEl &, BFRARICERET S 0ASUADT LV
¥-RBBRLEBLTOEP k. TOTERD,
BT 2 B2 OAS BIEWHFS LTV AT
et A HER S N, SRR & R ORTIREE 2 A
THLDOLFREINS. 2L, SEOKRIFHE
EEEPSOHERTH D, 4HILIIINLORYE
B OLBREMEOHEIIOVTOMTHILINS.

T

WRLTHHT L72/NE OAS 16 BIOBERIFF# % £ &
D, OAS IZBER D B 5 /NEH O ZTEIEH ~ D BRAIER
MEELPICTHLDITARTLVF—REBRICE
AR OBEREERELZ. AR OASE, KA
OAS LBV BT LVF—I&HT50M% <, 1k
BREIES BN o 7. L LIEAIEFES BRI T,
SR XTEN RN [gE BuEGET, HETY, 7
F Y, Ny FRGERN GE ERHEOFEE L E
Mol BRAOASOKRER, 75 A 28EYT L F—
WWETAEEDLNTWAEYIS, /NBEIOASIEZ 5 A
2EMT UL TR, 7FRALEYT LN
FoAEE L TVLBNHEET S LRSI
FRAYL, ¥4, PIb, FLVY, AT UHFE
Doz

T/, N FERITE T HRERERS R ED
HEAY, 77 LERBET, AFEERERTELRZY
CENHER RN B, NV FIEBFENIGE
PR 13 1 B DA 2B X F e 58 219 [gE bk
P TdH o iz, AXTERRFEMN IQE Pifkid, 2225 3K
IR Ch o2, TLMF—HRKT
IR A BE T, AFORERN IgE FiEm R
BIUREBTEE LTV FIZIEIRTIZ 15 AF4
A2 IF R IgE BT TH Y, LT b H
L TR, FCAFIM TN 5 BAEDMRERL
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ASSOCIATION BETWEEN CHILDHOOD ORAL ALLERGY SYNDROME AND
SENSITIZATION AGAINST FOUR MAJOR POLLENS
(JAPANESE CEDAR, ORCHARD GRASS, SHORT RAGWEED,ALDER).

Kyoko Sugiil’, Hiroshi Tachimoto?, Akinori Syukuya?, Makoto Suzuki? and Motohiro Ebisawa?)
Y Department of Pediatrics, National Hospital Organization Sagamihara National Hospital
D Clinical Research Center for Allergy and Rheumatology,
National Hospital Organization Sagamihara National Hospital

Background/Aim : Although OAS (oral allegy syndrome) during childhood is believed to be rare, it seems to
be increasing these days.

Methods, Subjects : We here report 16 cases of childhood OAS, which were diagnosed, in our division. In addi-
tion to these reports, we investigated the rate of sensitization against four major pollens (Japanese cedar, or-
chard grass, short ragweed, alder) among 1067 pediatric patients with allergic diseases (median age : 4 years
old) in our division. The sensitization was examined by IgE CAPRAST and above class 2 was judged as posi-
tive sensitization.

Results : OAS in childhood differs from that in adulthood in some ways. One is that childhood OAS does not
always accompany with pollinosis. The most frequent allergen in our study was kiwi fruits followed by to-
mato, orange and melon among these patients. The sensitization rate against alder was equivalent as that
against orchard grass and short ragweed, but less than that against Japanese cedar.

Conclusion : Childhood OAS may have different mechanisms from adulthood OAS which almost always ac-
companies with pollinosis or latex allergy.
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AARICBITBNRPSBEADTE T LVF—DRRRGIZE S 2 HEt

DE SRR RRRANEE, DRBREARRET LV ¥ — - IFREH,

3) B RS A K R A SR E/NER, VENLRREHEEERRE T LY F —#
S EIEM T F RS A G ENEY RN LR, OB REBEERRERAER,
NHVHENBRRBEREEG LY —T L ALF—F
O E T MR ER RN Y v ¥ — 7 L AT R B

BIERE HAE?  FEHEAERY
hrskstEY  REEETY RHBET
FREEY  WEETEY

mmﬂltﬁbwi ~DEEFEEF LY, IEOXERFEOMIRIAF D > EXERFHEOSH 510
BT - BiA%E - REOEIEFOER, R IgE FFMOMBREREIL L.
[Fi&] R ICEMREEAL, TEERNTERICEREZEL £ QEMICOVTREL L

[BR] TE7LX—-320BRETOREEIF% <,
otz BEERPBSS <, LT OAS #iER, WRSBERLHEE

1 BREIAICHERDS R T 2ERL 879% T
L, TPF745x%—-H618, vavy

H2HHEENE. TEFLLX—EF U OHZ BB -2 &P S % 5% 68 Bith 44 B1(64.7%) ¥
HZTLIVE—T, A HERTIE 3BT 118 (17.5%) EAZICHNDLH -7 R IgE Hifhf
[T EHCHEFEEIT 0954 (p<0.001), TE LA HIE0.582 (p<0.001) &BVREZSD ..

[#53] IEFPLAX—BETR, FOFRIFSOEERFS

(ZEREMEROHZEBRTT LI

F—FEERH3RFSVS, BHRECPEELRI-EEBEENEEEEEVERDAL
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BRI, SRBRIVICOWTEREF{LIHE
ENTWLE BT, TETLAF—IZ0oWTOBRRNL
ERap bR A LESHTE

3k, TYOFERETHE baFIF LY
OFMy vy THRERLFHFDY. baRIF ¥
BRIV ESTHMOFRECHREE BRE HHD
WhEDTE L DERIIBWTHEET LY V30 TH
%W, brownshrimp RO PRI F ¥ ¥, Penal
Lodmo b uRIF Yy oMERICET A BENIC
BV, ¥, u7AY—8EH HZHETIETIO% L,
RIBIETH 80%, HiE, ®AEETH50~60% &, ik
BT 50% B OBEEERDTNDY.
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REZOVWTELY, ZOBEG*HLSMILE: %
72, TEOEEHETHSL PORIFT YV EHFLER
EREMOFEIESMON TV A BESES X UK,
HEOBIBOERIZIOWTHAEL, ZhAbiiyds
REWIGEVAL L VHRRN GEREOHBEOFE
oW THHET L7

BB

BB 7R (AEEARRET7 VLY — -
FRIR SRR, BRIt mmbe b B R, AR
ERBFRIEREERENER, b BRRER
BeEbry-7TUAE-R, BRESRERE ELR
BetS AR R 7 L vy —$, FARE) i LT
HHmETEAL, REXHOALBEICHLT, =¥
FEHUCBWTHEICERTFBELUEA B L, 2568
TULE—RE Y7 VLF—-OREER BEEE
SEOREMTIERE, HSEM IgE Huikfl, Mo FE
BEE, BE~OT7VLVF-RIEOFE, o784
AR R IgE PUikfll, ROV THREL:. BEH
IgE fEiZ4&C CAPRAST (MRE&HAY 2 -7V ¥
AT I AT Ay 7 B777q 7HKE&H
(Phadia))ic & DB LA-b 022 R Lz 7—
¥ DEIIZH 0, CAP-RAST fEAT<0.35 1 0.15,
100<iX 101 & LCHEET R 1T o 72 #E#h & CAP-RAST
EE& OMBRE, e h=Afh, &%a3kdCAP-
RAST f & DHBFEOBZECHE LT, J v/85 4
MY v 7 (Spearman) HETHEL1To 7.

wmoR

SEOPETRIE T VLF—HEERNE LTLHT
THiRL VE QO EFROF— ¥ PERTEL. FORSE
FE (Tablel) 22w T, HBNIBEME 46, K55
BTHo7z. FOEHSH (Fig. 1) 12 1~6 5% 29 B,
7~19 5% 22 $l, 20~39 7% 29 B, 40 FLLE 19 BIC, F
#195+24 %% (mean=SE: LT THBIZFER) T
o7z, Total IgE OFH1d 1791 +43710/ml & &L,
FIGIFERERELD 505+398/ul L& h o7z (Table1). T
Y HE R B IgE B o F 1 1E 106 1.9UA/ml ¢
#»-7-(Fig.1, Tablel). 7, E#hs RN IgE
FUAEICAHEREL, £FEB2 8L CHAMI<035

UA/ml THEREZET L ANAE LN (Fig. 1).

EWEE (Tablel) E LTIV UAOEYT LIV
F— (UTF 1 FA) #H0ERIRLS L (726), K
WT7 Y —HEE % (BT 1 AD) (47 1), REXW
B(LF :BA)43480), 7LV F—#HRELLIT @ AR)
Q7B VT W, TEIZXBEYT LIV F— L5
WKWl TV VF—RRBEZEHELLZVAZIFOAT
Hol: FTIRATRARELHEBEZE T HEMNN
65% #HOTHBY, F/NETET M E—HEEE LD
79% A F LTV, F7:, oYX 5 EMIREEEE
FHEHTF 7 4 9 F ¥ — (food-dependent exercise-
induced anaphylaxis : FEIAn) X 3flicAoh, ¢
DAOEMCHTATLAT— 3 <, EBERLL
T, BA, BA+AR, AR+#EHEMB O, R
B b o7,

IET7 LAF—-OREEH Fig.2) (£ 1~6#A38
BlERbE <, 208U L2661, 7~19 5AT 21 4,
1R EHFIDNETH o7z, HEEFMIABEEHA
EIFERTH o278, VBRXBOREHALEED
67.7% (67/99) # 5%, 20BAOREZEDH L 89
B (899%) 1Y, TYILXARYTLAF—TIHE
EREVPREEE O Twi

BEF OMEIRHIR (Fig. 3-a) F TORREIE 10 5 DA
GTH) FELEL, TBFIA G0F), 1ML
BF) T, 1BEURICERE 2T 2EMIE&ED
87.9% (87/99) 1ELTWwiz, BRLATZYOHE
(Fig. 3-b) EMBAGPREDLS L 5FA LN, HET42
B, ML T 12 FUTERFR Tz, A TOMAGET
LEROHB T BEFIE 15 flA bz & - mEk - i
THRICEZDERTEIEISFlE b orz. fEREL
T (Table 2) HEERTZETHERNIRDLSE L, A
LOEBERET HEMIT 756 (758%) ta bR
7o WICOEET VAV —EEE (OAS) BOREEIR
2T HEMIE496 (495%), IR 85 4E K 32 4
(323%), BEEGER 17 B (172%) o Tz KH
FEIROFTHERE G7H) PEDEL, DVWTER
DORLE] (26 B1), R (18 fF) A LNz KICE
W OAS BREEAR CHEOREEMER (33 41), MHEEEFR
(236), DEOER (16 #) Thos. HNHEEFEIRT
X, PR (18 B, MR (16 B1) LEEvT. 2 SR
VEOEREZELT T 74 7F Y —EMIZ61H
(616%) DIy, MR TF745Fv—vayy
b 26 20%) Abhiz.

HZR I BF, HoERICLET LT —ERK (Fig
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Table 1 Patient profile
. Sex Sex
Hospital Cases (Male) (Female)
Doai Memorial Hospital 24 12 12
Fujita Health University Banbuntane Houtokukai Hospital 16 8 8
Sagamihara National Hospital (Department of Pediatrics) 15 7 8
Sagamihara National Hospital (Department of Allergology) 14 4 10
Kouseikai Takeda Hospital 11 1 10
Fukuoka National Hospital 10 6
Aichi Children's Health and Medical Center 9 6 3
Total 99 44 55
Labo data (mean +/— SEM) Total IgE 1791 +/— 437 IU/ml
Eosinophils (count) 505 +/— 398 /ul
Eosinophils (%) 67 +/-05%
Shrimp-specific IgE (CAP-RAST) 106 +/—- 19 UA/ml
Basic disease Cases >/= 20 yearsold | < 20 years old
Bronchial asthma 43 28 15
Atopic dermatitis 47 10 37
Allergic rhinitis 27 21 6
Allergic conjunctivitis 13 6 7
Urticaria 17 11 6
) Food allergy 72 27 45
Food-dependent exercise-induced anaphylaxis 3 3 0
— Cases
£ 100 e
<C g.’
D ol 4
~— O‘ ; * . & o .
5w ’0:, . ° *
<C ': + . * * * * N *
o 00" "0“ . r=—0.124
% it »:‘.. M . p=0.477
o n=83
‘g 01 QOOOI * lO 00? OOOI * . * IQ * ‘0
5 0 10 20 30 40 50 60 70 80
Age (years old)

Fig. 1. Age distribution of shrimp CAP-RAST.

da) IZD2WT, A ZREIO 31 H % B 72 BERUER
68 Bldh, & - JiEh - T A% EHER L CEROSE
ERE 44 BB, TDEEIL647% Tholz. LITH
Bz v a (Fig. 4-b) T 14 HIF 360 (214%), + %
7 2 (Fig. 4-c) TiL 1589 4 B (267%), ZOMOH
ROETIZ A B 1 51 (250%) Thodz. T DI
ThHa[Do X TRADITIT 49 Fid 8 5 (16.3%),

FOMOT CHBET 44 Gl 1061 (227%), 1 =Bk
Me32md 26 (63%), #=TF X T336h7H
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Age group
Fig. 2. Onset age of shrimp allergy.

(212%) THotz. BEHETIEA 7 (Fig 5-a) T 63
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Bl (196%), 77 ET2HF 26 (95%), F0fho
BT 26 Bl 11 1 (423%), THo7z.

SEAL LB, 4%, ¥ IORERRM IgE Hik
fii & . ¥ OFF R IgE P41l & O BIZ 2w THRE
L7z ¥k = CRAEBGREIE 0954, p<0.001 ik
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- ~10 minutes
~1 hour

Fig. 3-a. Reaction time after ingestion.

Processed

Unknown : 12

Fig. 3-b. Cooking form.

WHBER L 722 (Fig 6-a). DTFREMIZH = X D 15w
234 7 (Fig. 6-b) TIZAMHRBAFREL 0582, p<0.001, ¥ 2T
1ZFHRAREL 0569, p<0.001 L FELHMEEERL .
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IETUAX—0EAZER LR L-EEEII N
TTFIEL, 4EOHEIRIVECBTLILET

Table 2 Symptoms of shrimp allergy

Organ Symptom Cases
Urticaria 57
Flushing 26
Skin Itching 18
Eczema 8
- Angioedema 7
Dyspnea 18
Wheezing 16
Cough 11
Respiratory Tract Rhinoria 4
Chest tightness 4
Sneezing 3
Nasal congestion 1
Oral pruritus 33
Throat pruritus 23
M Lip swelling 16
ueosa Eyelid swelling 10
Conjunctivitis 4
Tear drop 1
Diarrhea 7
GI Tract Abdominal pain 6
Nausea 6
Vomiting 4
Neurological Loss of consciousness 2
Cardiovascular Shock 2
Others 6

VAWK —DEREHLBERMTIMRATHLE VL
5.

ITUYEBIIC L7 LT —ERKIE Leher 5 DHEY
EEIBRIC, REREIRAR D% < (758%), OASHBIEIR
(495%) RIFRBHEIR (323%) bEL A bhiz. iz,
SEROFEHIFM D10 F LR TELED58% % g, 1
BERI LI & BEE 2 & 879% LRI RISANE E A &
Thh, 2EEVLOEREZELLTF745F Y —
FEBID 61 B (61.6%) WCIFY, HICIRTF 74 5F
Y=Tav b 28 20%) AsN SHLOHmED
DERTEE, TYRABEORY T LIV -RikE
BIL, S6ICRTF747F—%F|&RITREK
UPBAEHREEZLOND.

MOBIFEE OEBRICOVTTHBA, T Ei34EY
ZRSEIL A= - X FHUEEEEIOEL, EE
% % brownshrimp @ AR IF ¥ ¥ Penal DF 7%
I REE DRI D &, Atlantic lobster D P TR I F ¥
Y Homal¥& Penal OFEREMEILH 8%, H=FED
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a) Crab | b) Squilla |
Raw 64 | i8] 92 |
Heated - I = l
processed 30 | 40 |2 12] . 85_ |
Raw and/or I - l
heated - 24 | 3t B[] 85
processed I ‘. [
_ 0% 50% 100%
c) Krill |
Raw 7[ 92 ]
Heated - 51 1 IB4 | Ratio of symptom (+)
processed Crab . 64.7% B Symptom(+)
Raw and/orn | ! | Squilla : 21.4% [ Symptom(—)
heated- 411 84 Krill T 26.7%
processed | I ° [ Not eat yet
0% 50% 100%
Fig. 4. Ratio of symptom eating crustaceans.
a) Squid | b) Octopus |
Raw 36 | 59 | 30 | 64 |
Heated - ‘ 1
processed 51 I 37 l 51 I 37 I
Raw and/or l ’
heated - 52 I 52 | 3 |
processed | I
0% 50% 100%
E’ c) Scallop |
Raw 25 | 71 |
Ratio of symptom (4)
Heated - 37 l 53 ‘ .
processed Squid  :17.5% g Symptom(+)
Raw and/or | l Octopus :20.3%  [7]Symptom(—)
heated * 37 53 . o
processed I Scallop *19.6%  [INot eat yet
0% 50% 100%

Fig. 5. Ratio of symptom eating mollusks and shellfish.
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34 Y vE Penal & OMAMIL89~100% & &4
FAREEDOTWAE. BERbIY - H= - Y FH Y2
FORBEIZIURIF I OBEILT L LB
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BUC X BIEROFERIT647% L BEL, =¥ - #=FT

BEFRERORNIFEIZL WEEZ NS 57
IRy AR EOMOFRIRICE L I ERSEEN

e, TETULX -5 L CTHEED

BWZEZN LTWATD, ERICEIL 72ERH
7, ERBRBEEEICOWTHE, BHETAIZERE
Lol

¥ 72, T ¥ @ CAP-RAST fE & # = ® CAP-RAST
HEEERVAEBEZRLTWA, ZDI &3 CAPRAST
OIYHEAMBE LAy 22 7 AT 0MbY, 4
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o o0 X o (=0954 o r=0.582
© e A p<0.0001 = A p<0.0001
© o %50 @
n=64 n=23
o1 . . , . : ,
0.1 1 10 100 0.1 1 10 100

Shrimp CAP-RAST (UA/mi)

Shrimp CAP-RAST (UA/ml)

@ Symptom(+)
O Symptom(—)
/\ Not eat yet
Fig. 6. Correlation of CAP-RAST.
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CHARACTERISTICS OF SHRIMP ALLERGY FROM CHILDHOOD TO ADULTHOOD IN JAPAN

Morimitsu Tomikawa!), Naohito Suzuki?, Atsuo Urisu®, Takahiro Tsuburai®,
Setsuko Ito®, Rumiko Shibata®, Komei Ito” and Motohiro Ebisawa®
U Department of Pediatrics, National Hospital Organization Sagamihara National Hospital
2 Department of Allergy and Respiratory Medicine, Doai Mentorial Hospital

3 Department of Pediatrics, Fujita Health University The Second Teaching Hospital

9 Department of Allergy, National Hospital Organization Sagamihara National Hospital

% Doshisha Women's College of Liberal Arts
8 Department of Pediatrics, National Hospital Organization Fukuoka National Hospital
" Division of Allergology, Aichi Children’s Health and Medical Center
8 Department of Allergy, National Hospital Organization Sagamihara National Hospital
Clinical Research Center for Allergy and Rheumatology

Objective : We examined profiles and clinical symptoms of shrimp allergy patients and investigated the corre-
lation of shrimp-specific IgE to crustaceans-specific IgE, mollusks-specific IgE and shellfish-specific IgE. In ad-
dition, symptoms when eating crustaceans other than shrimp, mollusks and shellfish were examined, because
they shared tropomyosin as a major allergen.

Methods : We examined 99 definitive shrimp allergy cases with questionnaire.

Results : Their onset started during either childhood or young adulthood. Symptoms appeared within an hour
after ingestion of shrimp in 87.9% cases. The most common symptoms were skin symptoms, followed by oral
allergic syndrome (OAS) like symptoms, respiratory symptoms. Anaphylaxis were observed in 61 cases in-
cluding 2 anaphylactic shock cases. Among 99 shrimp allergy cases, 44 cases (64.7%) showed positive reaction
to crabs out of 68 cases experiencing crab ingestion. Only 11 cases (175%) reacted against squid out of 63
cases with the experience in squid ingestion. Crab-specific IgE (CI. 0.954, p<<0.001) and squid-specific IgE (C.IL
0.582, p<0.001) were strongly correlated with shrimp-specific IgE.

Conclusion : We conclude that a lot of cases with shrimp allergy react to crabs clinically, and which seem to
be different from the reaction against mollusk and shellfish intake in spite of sharing tropomyosin as a major
allergen among them.
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LETTER TO THE EDITOR

Journal of Dermatology 20006; 33: 300-302

Serum levels of CCL17/TARC in various skin diseases

Dear Editor,

Chemokines have been identified as an attractant
of different types of leukocytes to sites of infection
and inflammation. They are produced locally in the
tissues and act on the leukocytes through specific
receptors. They also function as regulatory mole-
cules in leukocyte maturation, trafficking and homing
in the development of lymphoid tissues.? Chem-
okines are a large family of chemotactic cytokines
that can be divided into four subfamilies: CXC, CC,
CX3C and C depending on their first two N-terminal
cysteine residues.2 Among them, thymus and activation-
regulated chemokine (TARC/CCL17) is a member of
CC chemokines, and is expressed in the thymus
and peripheral blood monocytes.3 CCL17 is pro-
duced by monocyte-derived dendritic cells, endothelial
cells, bronchial epithelial cells and epidermal kerat-
inocyte (KC).2 CCL17 functions as selective chem-
cattractant and serves for the recruitment and
migration of T cells that express CC chemokine
receptor 4 (CCR4).4 We have shown that serum levels
of CCL17 is elevated in patients with atopic derma-
titis (AD) and reflect the disease activity of AD.5.6 We
have also shown that serum levels of CCL17 are ele-
vated in patients with bullous pemphigoid (BF) and
mycosis fungoides (MF).7.8 However, the relation-
ship between disease activity and serum CCL17
levels is not clear. Furthermore, serum levels of
CCL17 in other skin diseases, apart from psoriasis
vulgaris and pemphigus vulgaris, are unknown.
Therefore, we investigated serum levels of CCL17 in
various skin diseases including AD, BP and MF
After taking informed consent, serum samples were

stored at —20°C until measurement of serum CCL17
levels was performed using enzyme linked immuno-
absorbent assay as previously described.6 We have
shown that serum CCL17 levels are higher than
plasma CCL17 levels and that platelets contain
CCL17.8In this study, we decided to measure serum
levels rather than plasma levels because it is more
convenient. As shown in Figure 1, AD (123 samples)
showed variable and higher serum CCL17 levels
compared to other skin diseases. Among other skin
diseases, eczema (one sample), chronic actinic
dermatitis (CAD) (one sample), prurigo nodularis
(one sampile), urticaria (one sample), pustular psoriasis
{one sample), papulo-erythroderma syndrome (one
sample), erythroderma (one sample), Stevens-Johnson
syndrome (one sample), drug eruption (one sample),
MF (three samples), Sezary syndrome (one sample},
cutaneous T-cell lymphoma (one sample), staphylo-
coccal scalded skin syndrome (SSSS) (one sample),
angiosarcoma (two samples) and dermatomyositis
(one sample) out of 149 samples showed higher
serum CCL17 levels. Of note is that very high serum
CCL17 levels are only seen in limited skin diseases
such as CAD, papulo-erythroderma syndrome, MF,
Sezary syndrome and SSSS. Interestingly, no BP
patients showed higher serum CCL17 levels in this
study. One possible explanation for this is that no
severe BP patients were included in this study. In
AD, serum CCL17 levels reflect disease severity as
shown in Figure 2, consistent with the previous
observation.56 Although larger scale studies are
necessary, this study suggests that serum CCL17
levels may be a useful laboratory marker for the

Correspondence: Kunihiko Tamaki, M.D., Ph.DD, Department of Dermatology, Faculty of Medicine, University of Tokyo, Hongo 7-3-1, Bunkyo-ku,

Tokyo 113-8655, Japan. Email: tamakik-der(@h.u-tokyo.ac.jp
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Serum levels of CCL17/TARC in skin discases
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Figure 1. Serum TARC levels in patients with various skin diseases.
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Figure 2. Serum TARC levels in patients with atopic dermatitis.
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diagnosis of AD, especially moderate to severe, and
the evaluation of disease activity of AD.
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