Pathogenetic and clinical features of iron deficiency anemia on the background of chronic pancreatitis
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Chronic pancreatitis (CP) is a most difficult and Polyetiological polimorbidnyh diseases. It was spread among people of different countries varies from 0.2 to 0.7% and among patients with gastrointestinal th user reaches 6.0 — 9.0% [2, 8].
According to WHO data, obtained during 1993-2005, anemia affects about 24.8% of the world's population. The lion's share of anemia in the world account for iron deficiency anemia (IDA). According to statistics, in 2013 their prevalence in Ukraine amounted to 1084.40 per 100 000 population, corresponding 1.08%, of which iron deficiency anemia — 93.3% [7].
Anemia in ynykaye against the backdrop of CP has multifactorial nature. The combination of these nosology requires greater attention on the part of doctors, because such patients are more common following conditions: cognitive impairment in young women, a greater risk of mortality and hospit alizatsiy in adults, especially the elderly, violation of thermoregulation, immune system dysfunction, gastrointestinal intestinal disorders, infection of Helicobacter pylori [7, 8].
In diseases of the pancreas its functional activity decreases, resulting in digestive disorders as a whole maldyhestiyi development, secondary malabsorption and as a result — trofolohichnoyi failure (TN). TN Traditionally divided into two main types — primary (lack of receipt of nutrients) and secondary (develops against any disease). The pathogenesis of secondary TH includes 3 mechanisms: hypermetabolism, malabsorption and various nutritional disorders. Indeed, for most patients with CP characterized by a combination of the two leading mechanisms — malabsorption and malnutrition. Malabsorption caused by pancreatic maldyhestiyeyu which can be primary, due to insufficient intake of pancreatic enzymes into the lumen of the duodenum, or secondary, caused by mortars zladamy mechanisms of activation and / or inactivation of enzymes segregation passage and others. Eating disorders are caused primarily sytofobiyeyu, which refers to the deliberate denial or minimization of the amount and frequency of meals due postprandi tial increased pain [9].
Central to the various clinical manifestations and pathogenesis malnutritsiyi in pathology software usually takes protein-energy Lack b (BEN). According to MKH- 10 are three forms of this deficiency, nutritional marasmus, kwashiorkor or mixed option.
Marasmus — state energy defitsy one or a combination of the deficit with a decrease in peripheral stocks protein. Kwashiorkor — lack of visceral proteins. In Vaja thatinsanity is adequate Ada ptyvnoyu reaction to stress is to malnutrition. Kwashiorkor — the result of insufficient th adaptive function, especially adrenokortykoyidnoyi system.Marasmus diagnosed mainly anthropometric indicators, and kwashiorkor — biochemical indexes of protein metabolism.
One of the frequent, almost required viscidly-term, early manifestations in diseases malnutritsiyi software is fatigue, which is defined as Ben and Dr. efitsytom some vitamins, macro- and microelectr cops (especially sodium, potassium, iron, magnesium, selenium, zinc and so on. d.), carnitine [6].
Iron is vital to all living organisms because it is involved in many metabolic claim rotsesah, including oxygen transport, DNA synthesis and transport of electrons. When it appears insufficient number of IDA criteria which favor reduction in hemoglobin mikrotsytozu availability and reduced levels of ferritin [7].
Total iron content in the body weight of 7 kg is about 0 4 g Although absorbed only 1 mg of iron per day to maintain balance, it needs more internal — (20 — 25 mg). Red blood cells live for 120 days, so that 0.8% of red blood 'wooden cells are destroyed and replaced daily. At about 5 liters' volume of blood contained 2.5 g of iron included in hemoglobin, with daily use 20 mg for its synthesis and decay, And another 5 mg for other needs. Most of this iron passes through the plasma for re-utilization, and everything else is stored in the form of ferritin or hemosiderin.
In healthy people, the concentration of iron is carefully regulated by cells in the proximal small intestine that changes its absorption to match the loss of the element.Errors in the balance of iron may then lead either to IDA or to hemosiderosis [11].
The absorption of divalent and trivalent iron in the proximal parts of the small intestine occurs in two different ways. Both chemical forms are absorbed uncompetitively in the duodenal and small intestine mucus cells. Many factors that modify the absorption of nonheme iron, have little effect on the absorption of heme iron because of differences in their chemical structure. One of the b investigations showed that the trivalent iron uses β 3 integrin protein and mobilferyn, while ferrous iron — DMT-1 (divalent iron carrier — divalent metal transporter-1) to penetrate the cells. Iron is released from the heme in the enterocytes using hemoksyhenazy and then transferred into the body and how nonheme. There are other proteins that probably are bound with the absorption of iron. This stimulants transport of iron (SFT — stimulators of iron transport) , which help to increase the absorption of both types of elements and hefestin, which is important in the transport of iron from enterocytes in plasma. The relationship 'yazok and interaction between proteins described so far unknown and is being studied in several laboratories. Most of the iron, which is delivered to all cells of the body, is linked to the transferrin and in two ways: the traditional way via transferrin receptors (with high affinity and low permeability) and the path is not dependent on transferrin receptor (low affinity with high permeability) [11].
The causes of disturbances in the system and the occurrence of iron deficiency can include: a limentarni (violation intake of iron from food and iron absorption in the intestine); in ehetarianstvo (eating only plant foods); at dnomanitna diet high in fat and carbohydrates; with abuse cases the transport of iron (decreased activity of enzymes that carry iron from the intestinal cavity into the blood); Mr orushennya iron absorption due to gastrointestinal pathological nology — removal of part of the stomach or yny, stomach cancer, removing part of the intestine, HP, cystic fibrosis, celiac disease, enteropathy; ronich's no blood loss of different genesis. [7]
Clinical classification of IDA includes preclinical stage (prelatentnyy and L OK), clinical stage (uncomplicated and complicated forms), and mixed forms (IDA combination with a deficit of vitamins, trace elements). The degree of severity (mild, medium, hard and nadtyazhkyy) determine the results of a comprehensive evaluation indexes and exchange anemia room Iza [5].
Clinical manifestations consist of IDA common symptoms of anemia, syderopenichnoho syndrome, metabolic disorders s [4].
Skin and mucous membranes. M Auger change color: pale is indirect vidchennyam with anemia (possibly due to iron deficiency, vitamin B12, folic acid), pale con'yunktyvy. Stonsh spare skin, often mosaic, evidence of protein deficiency when oral examination found cracks in the corners of the mouth, increased susceptibility to cariesand gum.
Tongue. Changing the perception of taste — patients ma tion desire to eat chalk, clay, lime, earth and more.
Nails, hair and teeth. For typical syndrome malnutritsiyi and striped brittle nails, thin hair that falls out easily that link the most deficient calcium and iron, and manganese. With deficiency of iron, severe dystrophic changes in the nails can develop the type koylonihiy (lozhkopodibni nails).
Eyes Bluish color of the sclera is found in 87% of patients with IDA [4].
Muscles. Symptoms Ben is malnutrition of 'muscles, sunken cheeks, blurred contours of' muscles of the upper extremities, decreasing about 'volume of' muscles of the buttocks, as well as temporal, deltoid and quadriceps m 'muscles, SL abkist m' muscles when walking, dysphagia on the brink laryngopharynx and esophagus syndrome (Plummer and — he Thomson). A reduction ju presence IDA is productivity, making the city 'muscles depend on anaerobnoh metabolism to a greater extent than in healthy people. This change is believed is linked to the deficit's respiratory enzymes that contain iron. [11]
Bone system. In studies L. S. Babinets was established with varying degrees of reliability of a decrease in hemoglobin and serum iron in the HP with the reduction of bone mass. In the group of patients with significant osteoporosis (OP), anemia of average grade with iron levels was found to be practically lower than the lower limit of normal. Also, the color level declined progressively. In osteopenia groups II and III degree, and he testified OP hromnist anemia hypo [1].
The nervous system. Tolerance develops a cold one n 'yatoyi patients with chronic IDA and shows vasomotor disorders, neurological pain or numbness and tingling. [11]In most outweigh term IDA patients (98%) is a peripheral nerve lesion s ystem as obvious (73.5%) and subclinical (24.5%) was nevrop forms atiyi [3].
Blood. Violation iron absorption and pyridoxine deficiency anemia develops mikrotsytarna. She is a frequent companion CP becomes more pronounced in violation of the intestinal flora, but then more likely to develop iron deficiency [4].
Immune system. IS reports that in patients with iron deficiency is the slope ness d of infections. However, because of other factors, is currently insufficient information to establish that a violation pozv directly related to this.
Conclusion. So where fitsyt iron deficiency anemia with or without often called digestive diseases, including chronic pancreatitis and should always be investigated for two reasons: it has an impact on quality of life, and it may be due to serious illness such as cancer [10]. That is why it is important in CP doctor to diagnose symptoms of IDA to effectively treat and prevent complications CP.
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One of the leading reasons of anemia on the background of chronic pancreatitis is the atophic changes of the mucous membrane of the gastrointestinal tract, chronic enteritis, accompanied by accelerated passage of chyme in the intestine, malabsorption syndrome. In healthy people, the concentration of iron is carefully regulated by cells in the proximal parts of the small intestine, which regulate its intake to match the loss of element. Errors in iron balance frequently lead to iron deficiency anemia. Such patients often have the following states: cognitive disorders, greater risk of mortality and hospitalizations among adults and, especially, old people, violation of thermoregulation, dysfunction of the immune system, gastro-intestinal disorders, Helicobacter pylori infection.
