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HEWZOWTEED, FOBEEREBEL,ICLAE T
72, TEOEERETHS PORIF YV ENLEK
EHEMOEENM SN T WD PREIESL & U3,
ESEOBERBOERIIOVWTHAEL, Zhbicdda
BENGENFE T CERN ENEOHBOSE
DWW THIRE L7

N

WEW I 2B 7 iRk (AEERmET LV — -
MR ERR,  E LR PR BT B R, BEE Ry
AR ERBEREDNRR, bbb RREER
BeEvryy—T7TLUNF—F, HEESKEREE BEIL#E
IR EER 7 LV F—H, BE/AAERRD LT
e RAm L, MELxBONBEIIHLT, ¥
BRI B W THEEICERE 2 L7l L, 258
FLUVE—@RE TEVT7 LV —-OREER BEHEA
ROREMTIZE, R0 IgE FURM, Mo P,
B, BEAOT ULV -FISOFE, Hol2HE
3R IgE P, ERICOVWTHELL. HBY
IgE {1342 T CAP-RAST (A&t A = —F > ¥
ATV ATy o H T T THRRNER
(Phadia)ICE WlE L2 0T 2T LA T
¥ OMIFIH D, CAP-RAST E)5<0.35 13 0.15,
100<iZ 101 & L THE %217 o 7=, 4E#5 & CAP-RAST
fEE DHBERE, e h =R H, Fakd CAP-
RAST fE & OFHBIRBOBREICHE L TIE, /35 X4
FY v 2 (Spearman) HETHELIT- 7.

wmOR

SEOAETRIE T LV F—HEEHNEL LTEHT
THRR L DEF QEFOF— ¥ WERTEL. FOBRE
FE (Tablel) 22w, HHIZBEME 46, =55
BicHhorz. FOEHLH (Fig 1) & 1~6 7% 29 1,
7~19 B 22 B, 20~39 #% 29 #U, 40 BLLE 19 61T, F
319524 %% (mean=SE: MTE&THEBIIFER) T
H-o7:. Total IgE OFiF 1791 +437IU/ml & & <,
FIUFEEER D 505+ 398/l £ & o7z (Table1). T
YRR IgE YU R o FHE 1 106+ 19UA/ml T
»o7:(Fig.1, Tablel). T/, EHe T VRN IgE
PUMEICAHERE R {, @FHT 8 L TH&H <035

UA/ml THEREFETHANALR (Fig. 1).

EPEESR (Tablel) LT MO ERT LI
F— (UT :FA) #BOoEFNEDLS L (725), K
WTT M- (BUT L AD) @7 B, REXW
BT :BA) 436, 7L WEF—HEL LT : AR)
Q78 N T, TEICXAEYT L ILFE—Ds
WELTUVIVF-HEBERFI-LZVATLIAOAT
Hol:, PTLRATREEIWEEZE T HEMN
65% FHEHTHY, HIARTIET P E—HREF LD
79% BH LT, $72, DY 5 EYERENES
FH3 T+ 74 95 F ¥ — (food-dependent exercise-
induced anaphylaxis : FEIAn) £ 3flicabh, T
DAOEWIENT T LAS—id ¢, ElERE L
T, BA, BA+AR, AR+HBRB 2RO 445, %
BHEFEO LN 2o/

IYT L AF—-OREER (Fig 2) & 1~6438
BIEEE L, 20 LA EAT26 B, 7~19 &A% 21 4,
1BRMEESHOIETH 72, HEEFNIINBEEA
BIFERTH oD 0B KBORBEMAFEEKD
677% (67/99) % &HdD, 20RAOREEEDH L 89
B (899%) 1ok, TVIZIAEYT LIVEF—TIEE
EREFRLEE DT

BREOERBHE (Fig 3-2) F TORREIZ 10 5L0A
(57 B1) A EbE L, 1HELUA G06), 1BEDLE
®F) T, 1EEURICEREET2ENZ&ED
879% (87/99) 1L Twiz BRLAZCORE
(Fig. 3b) EmMERFHEL L 58A 0N, ET42
B, MIET 12 FUERSH Tz, £ THIEET
LEEROMTWAEGIE 15 flA bl & -k -
TRICERYEZRTHESHE bhdhoi. fEREL
Tid (Table2) BEREZETHEAPRLIEL, M
SHORBERBT HIEFNL 75 6 (758%) IZabih
7o WICORET LV X —EREE (0AS) BORSIRMER
225 5EMT496] (495%), IR £ 4E K 32 fl
(32.3%), FEEREEIR 17 81 (172%) & oo Tz B
IEROFTHERS GTH) PRLEL, DVWTEN
DXL (26 B1), EER 186 FALN KIS
W OAS BHER T IREEFE (33 41), NEEEEFR
(2361, DEDEKR (16 4) Thol:. HRIFEIRT
I, PR (18D, ME (16 B EEvo. 2
PDEDERZELAETF 745 F ¥ —EMIZ6LH
(61.6%) DIy, FIZETF 74 FFy—Yayy
b 26 (20%) Abhi-.

W& 99 Firh, H=EEUCX AT L AF—EK (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 4
Aichi Children's Health and Medical Center 9 6 3
Total 99 44 55
Labo data (mean +/— SEM) Total IgE 1791 +/ - 437 1U/ml
Eosinophils (count) 505 +/— 398 /ul
Eosinophils (%) 67 +/~05%
Shrimp-specific IgE (CAP-RAST) 106 +/— 19 UA/ml
Basic disease Cases >/= 20 years old | < 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
<C g,‘
- @ *
~ '0 ; ¢ * ° + *
l"(;)‘ 10 ":0‘ . * ¢
Pod R PO .
C.C o.:" ¢ *% ° * r=-0.124
S gl et p=0.477
O . ¢ .
o n=83
'g 01 0000] * ’0 00? 000( * < “ * ‘0
% "0 10 20 30 40 50 60 70 80
Age (years old) 0
. 0 1-6  7-19 20-29 30- Unknown
Fig. 1. Age distribution of shrimp CAP-RAST. Age group

4a) WDV, A =RIBERO 31 il % Ry 72 EEUE R
68 Blrp, & - Eh - ML a & DI THERO B
BT 44 BlH Y, TDEEIL647% Thodz. LUTHE
#iZ v (Fig. 4-b) TiX 14 Fidh 341 (214%), + %
7 3 (Fig 4c) T 15 B 4 60 (267%), ZOMDH
R TIZ A8 1B (250%) THolz. TEOMLMA
THDH[ Do X2 VEA®] Tl 49 Bl 8 51(163%),

F OO T CHISEC 44 Fd 10 61 (227%), = EER
MTRFAF2H (63%), H=xFAT3I3HG7H
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Fig. 2. Onset age of shrimp allergy.

(212%) THhH o7z, BREETIEA 7 (Fig.5a) T 63
Bl 118 (175%), # 2 (Fig.5-b) TiL63## 13
Bl (203%) <, B#EDFF 7 (Fig.5c) T464159
Bl (196%), TOET2 B 26 (95%), FoBo
BT 26 B 11 8] (423%), Tho7-
SEHAELEBLZAS, 4, 7 a0KERR IgE Hik
fifi & = © ORFRE [gE PR & OMEBIIC O THE
L7z, 2 ¥ & = TIdARBRENE 0954, p<0001 &3
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- ~10 minutes

% ~1 hour

Fig. 3-a. Reaction time after ingestion.

Processed

Unknown : 12

Fig. 3-b. Cooking form.

W &R L7z (Fig. 6-2). BUTEBICH = X D id§gv
A4 % (Fig. 6-b) TiZMEBI{REL 0582, p<0.001, ¥ 2T
WZHRBFREL 0569, p<0001 L FELMHMEERLL.

£ B

IETUNVE—OEMEER LRSS L2BREICN
TTIHPELS, SEOBBRIEIEICBITLILYT

Table 2 Symptoms of shrimp allergy

Organ Symptom Cases
Urticaria 57
Flushing 26
Skin Ttching 18
Eczema 8
Angioedema 7
Dyspnea 18
Wheezing 16
Cough 11
Respiratory Tract Rhinoria 4
Chest tightness 4
Sneezing 3
Nasal congestion 1
QOral pruritus 33
Throat pruritus 23
Mucosa Lip swelling 16
M 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

LAF—DEELHLIBERRTIMETHEE VA
5.

IVYEIICL A7 LIVF—IEIRIE Leher & DFEY
EREBRIC, HMERERPE DS (758%). OASBER
(495%) R EFER(323%) D& Aol Fi,
IERORERIFE A 10 H LA TEED58% & D, 1
BRI & i 5 & 879% CRIRRIRSH T & A Y
ThHY, 2EHULOERZELLTF 74 7F%F ¥ —
FEBID 61 61 (61.6%) oIy, FICIITF 745 F
v=vav b 268020%) HAoNiz. SHLOHED
bEETAHE, TUVRABEOEYT LV X—FIS%
BIL, SLITRTHT74 7%V —%FIZRITHER
UPBCREREEZOLNS.

MOPEFRFE L OBFRIIOVTTHH5, TEIREY
ZRSEPSA S - XY FHUEHEEEIGEL, EE
725 brownshrimp D bUKRIF Y Y Penal DF U8
7S DB D b, Atlantic lobster D PRI % &
Y Homal & Penal OFFEIMEILH 98%, # @O
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a) Crab | b) Squilla |
Raw | i8] 92
Heated * = - ,
processed l 2 121 . 85 '
Raw and/or . i l
heated - | §11| 85 ]
processed [
0% 50% 100%
¢) Kiill | .
Raw 7] 92 |
Heated - ] Ratio of symptom(+)
processed 211 I 84 l Crab :64.7% B Symptom(+)
Raw and/or | ‘ ] Squilla : 21.4% [0 Symptom(—)
heated- 411 84 Krill 1 26.7%
processed r“' I © I Not eat yet
0% 50% 100%
Fig. 4. Ratio of symptom eating crustaceans.
a) Squid | b) Octopus [
Raw 36 | 59 30 | 64 |
Heated - ‘ ‘
processed 51 I 7 o1 | 37 1
Raw and/or l ]
heated - 52 | 36 52 | 36 |
processed | ) [
0% 50% 100%
E‘ c) Scallop |
Raw 25 | 71
Heated I Ratio of symptom (+)
eated *
processed 37 I 53 Squid 1 175% B Symptom{+)
Raw and/or ] ‘ Octopus *20.3%  []Symptom{—)
heated - 37 53 .
processed I Scallop 19.6%  [Not eat yet
0% 50% 100%

Fig. 5. Ratio of symptom eating mollusks and shellfish.

Charybdis feriatus 81 & + 0 K 3 & ¥ ¥ Chaf1 &
Penal OAFEEIL 90% U EITH B I VLM,
Bhtwa, 3/, BROBFEI T I Vv E, ¥
IV, FSH=, AVAHF=, Yy alsko baR
IF Yl Penal & OMFEMEI 89~100% & &\l
2RO THS. LErbx¥ - A= - Y AR
COBRBEEIORIFT YV OBENILTE EEIR
HLweknwz b Fio, bhbho7F—7Tbh i
Bz X BEEROBIIZ647% LB, ¥ - =T

BERERORNPMFEIZL WEEZ SN 37
IRT A EOMOFRECHEL TIRERLESH

N hdolh, TETUAF—NEHLI L TEBED

BEREEZ LY LTwb R, EBRICER L ERH
B, EREFTSEEICOWTHE, BT LI2EE
Bliroi.

%7, ¥ @ CAPRASTfE & & = @ CAP-RAST
BEREVEBEEZRLTWA. 20T &1k CAP-RAST
OICTEIMEA Lk y a7 72 Oy, §F
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100 + a) Crab b) Squid ro
e
E E
~ ~
< [ <
ERN ° e 2
% og A %
= =
a @ e (0] A o
S 1 A ) 0 g
a 0® e} r=0.854 k! r=0.582
] ® A A p<0.0001 2 A p<0.0001
(&) [e] o0 %) 5
n=64 n=23
O'10.1 1 10 100 0.1 1 10 100

Shrimp CAP-RAST (UA/ml)

Shrimp CAP-RAST(UA/ml)

@ Symptom(+)
O Symptom(—)
/\ Not eat yet
Fig. 6. Correlation of CAP-RAST.

PRI A T Y ERPLER IR THEOT, 73
JBRFIASIHIHERA TS LA =D PRI F L rAD
FUSid, R IgE ORI OMENIZTIZR L TH
B0, WMOABERTEELONS. UEX A=
FERFEHEOEE L FED IR MABEOHBEL S D
IV EHERAT A ERELWEELLNL L
2L, TYOCAPRAST AU THERERD S
ERD—EEL, ZOBRITDW Tk CAP-RAST
HEBE/EREFICHE ST nilio y ¥ 37 Bt
BERLTVAIAREIRBE SN ZoBIonT
BEBORELEZ LN,
EERSENIOTAELIY - H - XY FH YD
SHNARAIECEEOEENRD bORIF I VT
HY, TNLOMAREIEEICMO N TV RI0. L
L, SEOEETIE, SREEDA 7, ¥ a04EN IgE
AL I COHEN ENEOBICHEN RO LR
727, ERRICEIRL TERPTLEME #hEh
175%, 203% (Fig.5-a.b) TH Y, T/, BEOKS
FTIE196% (Fig.5¢) T &EF, #=D647% 1Tl
BLTEETho, THhITHBIE L RGNS B
(B7T~76%) D raEIF T VOMEEIFFEREN
(93~99%) & DMEMEIZHEN—BEIENWI LI L
BILEZ NG,

FRIRER L FEIAn B L TEEE  OHED 4
b, BETIEASFTEARICSIT S 20mKBO

FEIADR CTHZEXFREEEROKRS TH S LHEL
TW3A, FEOT7 v r—Mlabhiz3F0R 26
WY 7 LVF-—OREFFENTH L Z LR
D L F LEmATR S

e A
=T ]

IZETUAF-DREOS II/NRERLEERAMY
WZREIELTEY, EROFEBIZOWTIE 1 BRI
ERFFIESRITHREREZREI LR, 2RSS
PECERERERT AT F 7493V —% 2T 5EH
PELBADONT. FhETUAF-BETIE b
ORIV VOMAEIEREREETFOLER
S5NABRED 7 =28 U T ERRAER Z 320 % 6 A
Z\S, BRRER HEOER L BB L TwAHZ
EATRENT.

I OBFESEEFBREMARRNE, BEFHH I
AR EE [ERTO7 VLF—YWHORE & FRFE
M3 2 W N (REREE « FHERE) ONRBmE T
TiThh, 55 BmMEFRT VAT -ELHKEEHAS (2005
F£108, B ERE) CTEERERLL
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CHARACTERISTICS OF SHRIMP ALLERGY FROM CHILDHOOD TO ADULTHOOD IN JAPAN

Morimitsu Tomikawal), 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 Memorial 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
P Division of Allergology, Aichi Children's Health and Medical Center
® 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 (17.5%) reacted against squid out of 63
cases with the experience in squid ingestion. Crab-specific IgE (C.I. 0.954, p<0.001) and squid-specific IgE (CL
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 2000; 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 chemcakines, 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-
oattractant 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.56 We
have also shown that serum levels of CCL17 are ele-
vated in patients with bullous pemphigoid (BP) 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
CCL17.81In 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 sample), 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 ymphoma (one sample), staphylo-
coccal scalded skin syndrome (8SSS) (one sample),
angiosarcoma (two samples) and dermatomyositis
(one sample) out of 149 samples showed higher
serum CCL.17 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, M2, Ph.D, Department of Dermatology, Faculty of Medicine, University of Tokyo, Hongo 7-3-1, Bunkyo-ku,

Tokyo 113-8655, fapan. Email: tamakik-der@@h.u-tokyo.ac jp
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in skin diseases

C

CL17/TAR

Serum levels of C

@ Normal
O Mild

& Moderate
nsevere

x Not clear

%]

Ja)

Bronchial asthma(14)
Dermatomyositis(3)

ALHE(1)

Vititigo(1)

Pernio(1)

Erythema exsudativum muitiform(2)
Tinea pedis(1)

Systemic lupus erythematosus(3)
Xeroderma pigmentosum(1)

Hyper IgE syndrome(1)
Eosinophilic pusthlar folliwlitis(2)
Angiosarcoma(2)

Erythema nodosum(2)
Scleroderma(3)

Granuioma annulare(1)

Discoid tupus erythematosus(2)
Alopecia areata(2)

Malignant melanoma(1)

Behcet's disease(1)

Staphylococcal scalded skin syndrome(4)

Other disease
(n=48)

Cutaneous T celf lymphoma(3)
Sezary syndrome(1)
Mycosis fungoides(9)

Lymphoma
(n=13)

Linear IgA bullous dermatosis(T)
Pemphigus foliaceus(1)
Bullous pemphigoid(15)
Pemphigus vulgaris(10)

Bullous
dermatosis
(n=27)

Toxicodermia
Drug eruption
4) (n=22)

Drug eruption(16)
Toxicodermia(2}

=~

Erythroderma posteczematosa(1)
Erythroderma (2)
Papulo—-erythroderma syndrome(2)

Erythroderma
(n=5)

s L}]
Lichen planus(2} ‘
Pustular psoriasis(1)

Psoriasis arthropathica(4)
Psoriasis vulgaris(8)

Inflammatory
keratosis
(n=16)

Urticaria(6)

Urticaria due to infection(1)
Urticaria chronica(2)
Urticaria acuta(2)

Urticaria
(n=11)

Scrateh dermatits(Ty
Chronic actinie dermatitis(1)
Dermatitis(1)

Prurigo nodularis(1)
Nummular eczema(1)
Eczema(?2)

Eczema and
dermatitis
{Excluding AD)
n=17)
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T
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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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