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[ Abstract] Psoriasis is a chronic, recurrent disease characterized by squamous erythema
or plaques, which are localized or widely distributed. The condition is recurrent and seriously affects
patients' quality of life. During the decompensated phase of hepatitis B cirrhosis, various
complications may occur, such as ascites and gastrointestinal bleeding. Mesenchymal stem cells
(MSCs) are pluripotent non hematopoietic stromal cells that exist in different body tissues. In recent
years, they have been attempted to be applied in patients with decompensated liver cirrhosis and
psoriasis, and some patients have achieved good results. In this paper, a patient with decompensated
liver cirrhosis and psoriasis was treated by stem cell therapy, and he achieved good results, which
provided a certain reference value for the treatment of such patients.
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