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[ Abstract]

and its chronic progression imposes a heavy burden on individual families and social medical resources. As the research

Chronic obstructive pulmonary disease (COPD) has a high morbidity and mortality rate worldwide,

of pathogenesis is still inexact, there is no significant breakthrough in the development of innovative therapies and new
drugs. The establishment of animal models can be of great significance for understanding the pathogenesis, and provide

support for finding new therapies and therapeutic targets. This paper summarizes the modelling animals and methods
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commonly used in COPD, and describes the evaluation methods of ideal models.
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[Abstract] Pim-3 protein and Bcl-2 protein are involved in many important processes such as cell growth, pro-
liferation and apoptosis. In recent years, studies have shown that Pim-3 protein and Bcl-2 protein are abnormally ex-
pressed in malignant tumor cells, which are related to tumor cell proliferation, but the specific mechanism has not yet
been fully clear. This paper reviews the expression characteristics of Pim—3 protein and Bel-2 protein in malignant tu-

mor and the correlation between them, which will provide new ideas for clinical diagnosis, treatment and prognosis
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