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Apoptosis of psoriatic keratinocytes and the severity

of patients’ condition
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Abstract: Objective - To investigate the correlation between the apoptosis of psoriatric kerati-
nocytes ( KCs) in the psoriatic lesions and patient’ s condition. Methods Thirty patients with pso-
riasis were included. Activated caspase-3 was examined by colorimetric method in skin biopsy speci-
mens. The apoptotic KCs were detected with terminal deoxynucleotidyl transferase -mediated dUTP-bi-
otin nick end labeling ( TUNEL) assay in skin biopsy specimens. The severities of 26 patients with
psoriasis vulgaris (PV ) were assessed using the PASI scoring system and the severities of psoriatic le-
sions. Results Apoptotic indexes ( AI) were higher in the pustular psoriatic lesions than those in
the vulgaris psoriatic lesions (P <0.05). In 26 patients with PV, Al and activated caspase-3 in
the lesions were significantly higher in the progressive stage than those in the static and the regressive
stages (P <0.05). There were no correlations between PASI and Al or the expression of activated
caspase-3 in PV lesions (P >0.05). The severities of psoriatic lesions were positively correlated to
Al or the expression of activated caspase-3 in PV lesions ( P <0.05). Conclusion The amount of
apoptotic KCs may be related to varied types, stages of psoriasis, and severities of psoriatic lesions.
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Fig. 1 In normal skin, only a few apoptotic KCs were observed in epider-

mis (TUNEL x 100)
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Fig. 2 In psoriasis vulgaris, apoptotic KCs can be observed in all layers of

epidermis ( TUNEL x 200)
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Fig. 4 Scatterplot of Al and the severities of psoriatic lesions
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Fig. 3 In the pustular psoriatic lesions, a great quantity of apoptotic KCs
can be observed in epidermis ( TUNEL x200)
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Fig. 5 Scatterplot of caspase-3 and the severities of psoriatic lesions
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