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of collagenolysis in patients of groups 1-2 contributed to the development of diffuse
pulmonary fibrosis in response to chronic inflammation. The imbalanced increase in
the intensity of proteolysis due to reduced expression of its inhibitors in COPD
patients with CP led to progressive destruction of the cell membranes of alveolocytes,
acinar epithelium of pancreas and epithelium of the bronchial mucosa, acceleration of
their apoptosis and development of desquamation, atrophic changes, metaplasia, and
the like. The above factors are active as inducers of inflammation, and the formation
of pulmonary fibrosis and fibrosis of the pancreas.

Conclusions. In COPD patients with accompanying CP are an increase in the
lysis rate of low and high molecular weight proteins and a decrease in blood
collagenolytic activity on the background of a significant imbalance in the activity of
plasma proteinase inhibitors. Defined suppression of the activity of the anti-
coagulation system factors and enzymatic, Hageman-factor-dependent fibrinolysis
indicates the formation of hypercoagulation syndrome in these patients.
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Introduction. Chronic pancreatitis (CP) of various etiology and chronic
obstructive pulmonary disease (COPD) are a frequent association of somatic
pathology in the internal medicine clinic. Each nosology out of this pathological
tandem can result in glucose metabolism disorders, since both organs — the pancreas
and lungs — take an active part in a direct supply of carbohydrate metabolism and its
regulation.

The aim of the study was to determine glycemic condition, regulation of
carbohydrate metabolism, degree of insulin resistance in patients with chronic
pancreatitis with its isolated course and with comorbid COPD and diabetes mellitus.

Materials and methods: 110 patients with chronic pancreatitis were examined.
The first group of patients included 38 individuals with an isolated course of chronic
pancreatitis (1 group), 2nd group included 35 patients with chronic pancreatitis and
COPD, 3rd group included 37 patients with chronic pancreatitis and COPD and type
3c diabetes mellitus. The control group (CCOPD) included 32 individuals with
isolated COPD, the control group (CDM) includes 34 individuals with isolated type 2
diabetes mellitus. All the patients were examined for functional state of the pancreas
and carbohydrate metabolism was assessed.

Results. Patients suffering from chronic pancreatitis with COPD and diabetes
mellitus developed 3.2 times increased glucose concentration on an empty stomach.
Blood glucagon content in all patients was lower in comparison with that of
practically healthy individuals which is indicative of an insufficient glucagon
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secretion by a-cells of the pancreas. Pancreatic polypeptide content in the blood was
lower in patients with chronic pancreatitis and COPD and T3c diabetes mellitus in
comparison with the reference value.

Conclusions. A comorbid course of chronic pancreatitis with exacerbated
COPD is associated with more intensive disturbances in carbohydrate metabolism
regulation and glycaemia parameters in comparison with an isolated course of
chronic pancreatitis. In case comorbidity includes a chronic pancreatitis, chronic
obstructive pulmonary disease and diabetes mellitus, the most unfavorable glycemic
profile is found which is indicative of carbohydrate metabolism decompensation.
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