Epidemiology of Psoriasis in Mainland China
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Region Year Method Subjects Prevalence (%)
Xinjiang 1978 Clinical database 18,498 0.18

Mainland 1984 Questionnaire 5,742,066 0.12

Anhui 2001 Questionnaire 92,857 0.1
[Six cities 2012 Clinical examination 17,345 047 ]
Hainan 2013 Questionnaire 30,935 0.14
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Triggers of psoriasisi& 24 [&
— Autoantigen recognition

BERHEA — #iE DNA / REZRHEED
— Gut Microbiota dysbiosis
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— Viral or bacterial infection
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— Mechanical injury*
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— Drugs?
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— Lifestyle (e.g. smoking, stress, diet, obesity)®’
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= Increased activation of leukocytes

= Joint inflammation

= Enthesitis

= Cytokine-induced osteoclastogenesis
= Bone resorption by CD68* osteoclasts

IL23A L~ 00 000 |22
IL12B IL-23 IL-21
IL23R

IL-17

Skin

HBD

IL4/1L13

= Systemic elevation of cytokines
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Cardiovascular comorbidities Iin psoriasis
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Table 3. Psoriasis and the cardiometabolic nsk factors

Risk factor Psonasis Controls Odds ratio (95%Cl)
Smoking 28.0%-30.1% 21.1%-22.5% 1.36 (1.20-1.44)
Diabetes 4.4%-7.1% 3.3%-4.3% 1.56 (1.23-2.19)
Hypertension 14.7%-20.0% 11.8%-13.2% 1.21 (1.13-1.39)
Hyperlipidaemia 4.7%-6.0% 3.3%-3.6% 1.30 (1.11-1.56)
Obesity 15.8%-20.7% 13.0%-13.1% 1.55(1.26-2.11)

Metabolic syndrome

4.3%-30.1%

1.1%-17.2%

2.15 (1.1-5.92)
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