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Prevalence of Atopic Dermatitis and Serum
IgE of Yusho Patients Born before 1967

Hiroshi Ucur??, Fumiko Yasukawal and Masutaka Furue!??

YResearch and Clinical Center for Yusho and Dioxin, Kyushu University Hospital, Fukuoka Japan
2 Department of Dermatology, Faculty of Medical Sciences,
Kyushu University, Fukuoka, Japan

Abstract Dioxins may have an impact on the human immunological system, which would increase
the risk to develop allergic diseases, such as atopic dermatitis. In order to determine the lifetime
prevalence of atopic dermatitis in Yusho patients, a questionnaire-based survey was conducted in
2008. One thousand and seventy-one out of 1430 certified yusho patients who were born before
Yusho accident answered the questionnaires, and the prevalence of atopic dermatitis in Yusho patients
was 5.5%. We also measured serum IgE in 515 Yusho patients who attended annual medical
check—ups from 2007 to 2009 and in 172 control subjects. Serum levels of IgE in Yusho patients were
250.7 = 663.4 IU/ml, whereas those in control subjects were 265.0 £ 602.0 IU/ml. There was no
significant difference in serum levels of IgE between Yusho patients and control subjects. In addition,
no significant correlation was observed between serum levels of IgE and blood levels of dioxins in
Yusho patients.
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5 63.1 = 11.8) X RICERIMZAT, MiEH D
AN IGE BX Y reavesy=, HU%,
AF, JIEAFERM IgE 2 HE L, ‘PEEL t BE
WD L Fohy A4 F D VRS
(1,2,3,4,5-PCDD, 1,2,3,6,7,8-HCDD, 1,2,3,
7,8,9-HCDD, 2,3,4,6,7,8-HCDD, OCDD, 2,3,
7,8-TCDF, 2,3,4,7,8PCDF, 1,2,3,4,7,
8-HCDF, 1,2,3,6,7,8-HCDF, 3,3',4,4',5-PCB,
3,3,4,4',5,5-HCB, Total-PCDDs-TEQ, Tot-
al-PCDFs-TEQ, Total-Co-PCBs-TEQ, Tot-
al-TEQ) & OAHB% G571 & D #ET L7z
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1071 %@ 5 LB 516 %, FIFERIL 62.7
+ 13.4 5%, ML 555 %, FIERIL65.7 =
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50 IgE FEE AR L7 & 3 2HMED 23 5 —,
TCDD 7% ovalbumin TJg&fE & 4172 NC/Nga ¥ v
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K1 MEREDT MY —PEEE A EA R
S T Y- AEE (%)
4o B i Al B ik Al B wk Al
<60 243 230 473 12 22 34 4.9 9.6 7.2
>60 273 325 598 8 17 25 2.9 5.2 4.2
i 516 555 1071 20 39 59 3.9 7.0 5.5
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B2 WEEE L EEEOMT A T % S ERED L
it 5’2;;;; g = Lff (as515) B me244) Kt (=27D)  p (B vs fohh)
23478PCDF 130.9 = 184.5 71.5+96.9 184.3 = 224.2 3.60E-13
123478HCDF 33.9 £ 62.7 15.8 £ 24 .4 50.2 £ 79.8 6.40E-11
123678HCDF 14.4 £19.2 9.2+x9.4 19.0 = 23.9 1.20E-09
total PCDF TEQ 70.8 = 100.0 38.8 = 51.6 99.6 = 122.0 4.80E-13
total PCDD TEQ 17.2 £ 9.8 14.4 7.2 19.6 £ 11.1 3.70E-10
total CoPCB TEQ 11.4 £ 8.8 11.8 £9.9 11.1 £7.6 0.38
total TEQ 99.4 = 109.4 65.0 £ 59.7 130.3 = 132.4 1.30E-12
] 4 Z;:h’plg B ok e172) B (1=70) KM e102) P (B vs i)
23478PCDF 17.6 £ 8.6 17.3 £ 8.7 17.7 £ 8.6 0.77
123478HCDF 3.8 2.6 3.4+£2.7 4.1 +2.6 0.13
123678HCDF 4.6 2.8 4.2+2.8 4.8+ 2.8 0.17
total PCDF TEQ 10.0 £ 4.8 9.8 £4.7 10.1 £ 4.8 0.69
total PCDD TEQ 12.7£5.3 11.8 £4.8 13.3 £5.6 0.06
total CoPCB TEQ 11.3 £8.1 11.0 7.9 11.5 £8.3 0.66
total TEQ 34.0 £16.3 32.5+*15.6 34.9 £16.7 0.34
p (HIE vs 1EH &) 23478PCDF 1.40E-37 7.20E-16 1.30E-27
123478HCDF 5.60E-25 1.80E-13 1.10E-18
123678HCDF 1.40E-26 5.30E-12 4.30E-19
total PCDF TEQ 6.20E-37 6.20E-16 4.20E-17
total PCDD TEQ 1.50E-13 4.10E-04 2.50E-12
total CoPCB TEQ 0.88 0.48 0.64
total TEQ 1.10E-34 3.10E-13 6.80E-26
£3 MRS L R E O [gE Mo
E &k (n515) B (n24d) KM (n=271)  p (B vs &)
% IgE 250.7 £ 663.4 279.8 £ 559.1 224.5 = 745.0 0.34
7= 2.0x8.1 2.6 £9.8 1.5+6.1 0.16
A F 3.3x11.1 3.4x11.6 3.4x11.6 0.88
VN AEA 0.50 1.3 0.58 1.8 0.42 = 0.62 0.19
I INY 0.35 = 0.06 0.34 £0.02 0.35 =0.07 0.25
preTen Sk (ne172) B (@e70) | &Mk (el02)  p (BPEvs )
# IgE 265.0 = 602.0 372.4 £ 799.7 191.4 = 404.2 0.08
7= 2.9 8.8 3.8 11.3 2.3*6.6 0.31
AF 4.9+ 13.3 2.7x5.1 6.5 *16.6 0.03
VA A 0.54 1.1 0.67 1.5 0.44 = 0.69 0.23
AV 0.35+=0.04 0.35 = 0.05 0.34 £0.04 0.59
p (HHE vs %) ¥ IgE 0.79 0.55 0.58
v = 0.23 0.94 0.3
A F 0.16 0.84 0.09
VINAEA 0.73 0.69 0.82
A 2AV4 0.92 0.34 54
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£ MEEFICBULES A A F L VML IgE flit OM
12378PCDD 123678HCDD 123789HCDD 1234678HCDD OCDD
IR TgE 0.09 0.06 0.04 -0.02 -0.02
YreavbeyZfFRIgE  -0.12 -0.02 -0.1 0.01 0.02
A FUHFE TgE -0.07 -0.01 0.11 0.01 0.002
7Y YR TgE -0.02 -0.02 -0.06 -0.07 -0.07
IS TgE -0.01 -0.05 0.01 0.002 0.002
2378TCDF 23478PCDF 123478HCDF 123678HCDF 33445PCB
IS IgE 0.01 0.07 0.02 0.01 0.04
Yreavbe ¥R IgE  -0.17 -0.07 -0.03 -0.08 -0.12
A FUHFS IgE 0.08 -0.16 -0.1 -0.07 -0.11
7Y YRR TgE 0.03 -0.02 -0.05 -0.04 -0.003
PRIk SE IgE 0.005 -0.01 -0.05 -0.05 -0.01
334455HCB  total PCDDs TEQ total PCDFs TEQ  total Coplanar PCBs TEQ Total TEQ
JEHESENY TgE 0.19 0.07 0.06 0.05 0.07
Yreave =R lgE  -0.12 -0.11 -0.08 -0.12 -0.12
A XIS IgE -0.18 -0.06 -0.16 -0.11 -0.12
72V TR TgE 0.15 -0.04 -0.03 0.01 -0.02
PSR TgE 0.06 -0.03 -0.02 -0.01 -0.02
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