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Prevalence of Atopic Dermatitis and
Serum IgE of Yusho Patients

Hiroshi Ucar) and Masutaka Furue!?

D Research and Clinical Center for Yusho and Dioxin,
Kyushu University Hospital, Fukuoka, Japan
Z Department of Dermatology, Graduate School of Medical Sciences,
Kyushu University, Fukuoka, Japan

Abstract Dioxins may have 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
2007. Six hundred and thirty—eight out of 731 certified yusho patients answered the questionnaires,
and the prevalence of atopic dermatitis in Yusho patients was 8.8%. We also measured serum IgE in
83 certified and 98 non-certified Yusho patients who attended an annual medical check-up in 2007.
Mean serum levels of IgE in certified Yusho patients were 386.2 = 1128.0 IU/ml, whereas those in
non-certified Yusho patients were 272.1 £ 603.6 IU/ml. There was no significant difference in serum
levels of IgE between certified and non-certified Yusho patients. In addition, no significant
correlation was observed between serum levels of IgE and blood levels of dioxins in certified Yusho

patients.
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AD patients
Age groups Men Women Total

Number of participants
Men Women Total

Prevalence (%)
Men Women Total

30s 5 5 10 26 14 40 192  3B7 250
40s 7 7 14 69 74 143 101 95 9.8
50s 1 4 5 69 59 128 1.5 6.8 39
60s 6 8 14 59 61 120 102 131 117
70s 2 7 62 68 130 32 103 6.9
80s 1 3 27 44 71 37 6.8 56
90s 0 0 0 3 3 6 0 0 0
Total 22 34 56 315 323 638 70 105 88
*2 WERBELRBEBECBIDMA YA +F 2 HREOLE (pg/glipid)
1,2,3,7,8 1,2,36,78,- 2,3,4,7,8- 1,2,3,4,7,81,2,3,6,7,8- 33 445 5
Registered  PeCDD HxCDD PeCDF HxCDF HxCDF HxCB
mean 8.42 33.04 72.26 22.38 10.37 138.1
SD 5.37 33.00 123.1 66.90 20.02 129.2
min 1.40 6.53 3.61 1 1 13.2
max 31.64 242 .4 812.4 562.1 166.6 731.0
Unregistered
mean 6.47 18.59 14.39 3.24 3.81 74.04
SD 3.25 9.34 8.80 2.25 2.49 65.70
min 0.5 3.61 1.16 1 1 5
max 17.94 48.86 40.69 12.18 13.37 364.8
P 0.004 0.0002  0.00005 0.011 0.004 0.00008
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F3 el L RAEEE TOIRFRE - FRMIME IgE Eo . IU/ml, UA/m)
Registered Total 1gE D. pteronyssinus Crder Candida Egg white
mean 386.2 5.29 5.34 0.60 0.34
SD 1128.0 14.50 16.53 0.95 0.016
min 5 0.34 0.34 0.34 0.34
max 9520 90.8 101 5.73 0.48
Unregistered

mean 272.1 7.58 4.59 0.44 0.35
SD 603.6 20.89 11.75 0.83 0.060
min 5 0.34 0.34 0.34 0.34
max 4990 101 80.1 8.57 0.8

P 0.41 0.39 0.73 0.24 0.25

K4 BEMETORERE LRI ERE B 2 IERMN IgE Ho ki TU/ml)

Registered <30 40s 50s 60s > 70 Total
mean 391.9 215.7 885.3 250 208 386.2
SD 432.9 442.9 2223 362 342 1128.0
min 32.7 16.2 6.6 5 7 5
max 1190 2020 9520 1210 1230 9520
n 6 20 19 16 22 83
Unregistered
mean 347.2 522 294 .4 125 163 272.1
SD 484 1354 502.3 173 254 603.6
min 5 5 20.4 5 5 5
max 1610 4990 2030 656 1250 9520
n 22 13 19 14 30 0.41
P 0.83 0.44 0.272 0.23 0.61 98
K5 AEBFIIBUILEYA AT ML IR IgE i & O
2,378 12378 123478 123678 123789 1234678 0CDD
TCDD PeCDD HxCDD HxCDD HxCDD HpCDD
R2 0.01 0.0025 0.0005 0.022 0.001 0.0026 0.0004
P 0.36 0.66 0.84 0.18 0.78 0.65 0.87
y-intercept 350.5 240.7 300.2 205.9 254.0 330.0 260.0
gradient -47.0 4.72 =7.02 2.23 6.81 -1.06 0.027
2,3,7,8- 12378 23478 123478 123678 234,678 1,234,678
TCDF PeCDF PeCDF HxCDF HxCDF HxCDF HpCDF
R2 0.0009 2.5E-6  0.0093 0.034 0.024 0.0085 0.012
p 0.79 0.99 0.39 0.10 0.16 0.42 0.33
y-intercept 296.0 280.3 251.3 248.6 239.3 332.8 239.8
gradient -14.9 -0.62 0.39 1.36 3.86 -43.9 7.58
3,4,4,5- 3,34,4- 33445 334455
TCB TCB PeCB HxCB
R2 0.0005 0.0006 0.013 0.006
P 0.85 0.82 0.31 0.49
y-intercept 239.8 254.8 332.2 238.4
gradient 7.58 4.31 -0.57 0.30
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