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Abstract

Objective. To analyze the clinical and functional features of the acute pancreatitis, ECG results of
patients from Smolensk region for optimization of diagnosis, treatment and prophylaxis.

Methods. Analysis of clinical features of acute pancreatitis in modern conditions was conducted in 58
patients of Smolensk region, who was on hospitalization in the general surgery department of Smolensk
regional clinical hospital (42 men and 16 women) in age of 30-60 years old (average age 46,0+3,7),

Results. As risk factors of developing acute pancreatitis patients of Smolensk region, we revealed alcohol
abuse, tobacco smoking, malnutrition fatty foods, overeating. For a part of patients, the reason of
pancreas lesion is the pathology of the biliary system.

Clinical manifestation of acute pancreatitis is very variable and combined with a clinic of biliary system
disorders. The dominative symptom is pain localization in epigastric area, encircling character or with
irradiation in spine with high intensity. In clinical blood count was noticed neutrophil leukocytosis,
lymphopenia and increased sed rate. Within biochemical syndromes dominated cytolytic and cholestatic
syndromes. Also noted the increase of amylase, urea, creatinine and hyperglycemia in blood serum. In
ECG research was detected non-specific changes in rhythm and conduction, signs of hypertrophy of left
ventricular, changes in myocardial depolarization were revealed.

Conclusion. The study of general clinical and functional characteristics of patients with acute
pancreatitis, as well as the role of the main risk factors are the prime necessity in early diagnostic of
disease and modern correction factors, influencing the effectiveness of therapy.
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Peszrome

Heasn. IlpoBecTH aHAIN3 KIMHUKO-(DYHKIIMOHATBHBIX OCOOCHHOCTEH TEUEHHsI OCTPOTO IMaHKPEaTHUTa,
3JIEKTpOKapaAuorpaduyecKknx MaHHBIX y TanueHToB CMOJEHCKOTO pEeruoHa s ONTHMH3AINN
JUATHOCTHKH, JICYCHUsI U TPODUITAKTUKHY 3a00JICBAHHS.

Mertonnka. AHanu3 KIMHUYECKMX OCOOCHHOCTEW TEUeHHsS OCTPOro MaHKpeaTuTa B COBPEMEHHBIX
yCIIOBUSX MpoBeneH y 58 manueHToB CMOJEHCKOro perroHa (42 Myx4uH u 16 xkeHuuH) B Bozpacte 30-
60 ner (cpeanuii Bo3pact 46,0+3,7 neT), HAXOAMBIIUXCSA HA CTALIMOHAPHOM JIEUEHUH B XHUPYPrUYECKOM
orneneHur CMOIEHCKON 00/1aCTHOM KIIMHUYECKOM OOJIBHULIGI.

Pe3yabTaThl. B kauecTBe (akTOpOB pHCKa Pa3BUTHS OCTPOTO MAaHKPEATHTa Y MAeHTOB CMOJIECHCKOTO
peruoHa  BBISIBIICHO  3JI0yMOTpeOJeHUEe aKOTONieM, Ta0aKOKypeHWe, HapylleHHe [UTaHdus C
peo0IalaHueM KUPHOU THIIY, Iepeeaanne. Y 4acTh OOJNBHBIX MPUYUHON MOPAXKCHHS TTOKETYI0YHON
JKEJe3bl SBJISICTCS MATONOTHUS OMIIMAPHON CUCTEMBI.

Kimaudeckue mposBICHHUS OCTPOro MAaHKPEaTUTa BeChbMa BapHaOCIbHBI, YaCTO COUYETAIOTCS C KIMHUKOU
HapyIIeHnHd OMINapHOW CHUCTEMBI. JIOMHHHPYIONTUM CHMIITOMOM SIBJISUICS OOJICBOM C JIOKATW3aIMCH B
SMUTACTPAFHOW 00JaCTH, OTOSCHIBAIOIIETO XapakTepa WM C Uppaadanieil B TO3BOHOYHUK,
BBIPa)KCHHOH WHTCHCHUBHOCTH. B 00IeM aHalin3e KpOBH HEHTPO(PHIBHBIN JCHKOLNTO3, JTUMQOICHHU,

47



BecTHuk CMOneHCcKoN rocy1apCTBEHHOW MEeANLIMHCKOW akagemmm 2022, T.21,Ne1l

yckopeane COD. Cpean OHOXMMHYECKMX CHHIPOMOB IIpeoOiamanyd  IUTOJUTHYSCKHA |
XOJIECTATUYECKHI, OTMEUYCHO YBEIIMUYCHHE YPOBHS aMHIIa3bl CHIBOPOTKU KPOBH, MOUEBUHBI, KPEaTHHUHA,
runeprivkemus. [lpu snekTpokapauorpauyeckoM HCCIACIOBAaHUM BBISIBIICHBI HE CIEIUPUYCCKUC
W3MCHEHUS B BHJIE HAPYIICHHUS PUTMa M MPOBOAMMOCTH, MPU3HAKH THIEPTPO(PHH JIEBOTO JKEIYy0UKa,
HAPYIICHUS TIPOIIECCOB PEMOJIIPU3AIIMYA MUOKap/Ia.

3akiaouenue. l3ydenne oOmed KIMHUKO-(QYHKITMOHATBEHON XapaKTEPUCTHKH OOJIBHBIX C OCTPBIM
MAHKPEaTHTOM, POJM OCHOBHBIX (DaKTOPOB PHCKa UMEET BAKHOE 3HAUCHHE JJIS paHHEH JUAarHOCTUKU
3a00JIeBaHUS M CBOCBPEMEHHOM KOPPEKIMU (PaKTOPOB, BIUSIOMIX HA d3PPEKTUBHOCTH JICUCHHS.

Kniouesvie cnosa: OIl, ¢dakropsl pucka, KIMHUKO-Ta0OpaTOPHBIE TIOKA3aTeNH, OJIEKTPOKaApIu-
orpauieckoe uccie10BaHue

Introduction

Acute pancreatitis (AP) is one of the most common diseases of the digestive system, leading to physical
and financial losses. The incidence of acute pancreatitis worldwide ranges from 4.9 to 73.4 cases per
100,000 people and has a marked upward tendency. Severe acute pancreatitis occurs in 15-20% of cases,
with a high lethality — 25-45% [3, 4, 12, 15]. Moreover, developing pancreonecrosis from infectious
complications has a lethality up to 85% [5, 9]. Early diagnosis of acute pancreatitis is very complex even
at present. It is based on a thorough collection of history, objective physical data, laboratory tests, X-ray
and CT scans. However, none of these items provide a reliable diagnostic result. Despite the large number
of available laboratory and instruments tests, new methods are being developed to diagnose and assess the
severity of acute pancreatitis.

The AP is an aseptic inflammation of demarcation type, which is based on the necrosis of the acidic cells
of the pancreas and enzyme aggression followed by expanding necrosis and gland dystrophy, in which it
is possible to damage surrounding tissues and remote organs, as well as systems and cause of secondary
purulent infection [6].

The following etiological forms could be distinguished: Acute alcoholic and alimentary pancreatitis —
55%; Acute biliary pancreatitis (due to bile reflux to pancreatic ducts in biliary hypertension) — 35%;
Acute traumatic pancreatitis (due to pancreatic trauma, including surgery or after ERP) — 2-4%; Other
causes: autoimmune process, vascular insufficiency, vasculitis, drugs, infectious diseases, allergic factors,
dishormonal process and diseases of nearby organs — 6-8% [6].

The leading role in toxaemia pathogenesis in acute pancreatitis belongs to pancreatitis enzymes: trypsin,
lipase, phospholipase - A2, lysosomal enzymes that cause oxidative stress, lipid stress syndrome,
capillary thrombosis, hypoxia, acidosis, hypermetabolism, Damage to cell membranes and endothenia.
Factors of aggression and organ dysfunction create a syndrome of «mutual burden» [14, 15].

Although the clinical pattern and morphological changes in the pancreas in acute pancreatitis have been
described some 300 years ago, and in recent years various concepts of the etiology and pathogenesis of
this disease have emerged and disappeared, A variety of treatment strategies are proposed and rejected.

The aim of the research is to analyze clinical-functional features and electrocardiographic data in patients
with acute pancreatitis in the Smolensk region in order to optimize diagnosis, treatment and prevention of
the disease.

Methods

In order to study clinical-functional features of acute pancreatitis in patients in the Smolensk region, 58
patients (42 men and 16 women) were examined in the surgical department of the regional clinical
hospital at the age of 30-60 (average age 46.0+£3.7). The duration of the disease was 35+5 days.

Diagnosis was based on anamnesthetic information, physical examination, laboratory test data (general
and biochemical blood test, amylase serum and urine, general urine test, coprology study) and
instrumental test (fibro gastroduodenoscopy, ultrasound examination and/or MRI/CT of abdominal
organs, colonoscopy/rectoromanoscopy, electrocardiography). All patients in the hospital received
traditional therapy (infusion, spasmolytic, antisecretory and antibacterial).

The statistical processing of the obtained results is carried out with the help of IBM SPSS Statistics 21
and includes calculation of average (M), standard average deviation (m), median (Me), minimum (min)
and maximum (max) values.
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Results of the study and their discussion

In the analysis of risk factors for acute pancreatitis, the pathology of bile pathways has been detected in 7
(12%) patients, and cholecystectomy was performed on 2 (3.8%) patients. In 14 (24%) patients — alcohol
addiction syndrome. Alcohol abuse is recognized in the literature as the leading etiological factor in AP,
which causes the main progression of the disease, which accounts for 55-80 % of all cases. The absolute
quantity of ethanol with toxic effect [10] shall be decisive.

9 patients (15.5 %) reported smoking. In literature, smoking is considered one of the main causes of acute
pancreatitis, increasing its risk by 25 %. It was noted that the risk of AP increases with the number of
cigarettes smoked. However, the mechanisms for damaging the effects of tobacco smoke on the pancreas
are not fully understood [10]. In 9 (15.5%) patients, acute pancreatitis was caused by eating disorders,
eating fatty food, roasted, smoked food. Since these causes are avoidable risk factors for acute
pancreatitis, their detection is important in the prevention of disease development and its exacerbation, as
well as in the diagnosis of pancreatic lesions.

The clinical manifestations of acute pancreatitis are highly variable, depending on the clinical form of the
disease, the stage, severity of the current, the presence of complications, the etiology of the process and
other factors, which sometimes makes it difficult to diagnose pancreatic damage, which is often combined
with a clinic of biliary disorders. The dominant symptom was pain. The intense pain in the epigastric
region proper and in the left side of the bed was reported by 57 (98.2%) patients. The surrounding nature
of the pain has been identified in 44 (75.9 %) patients. The irradiation of pain in the interblade space was
indicated by 14 (41.3%) patients. There were 11 (18.9 %) patients who indicated that the pain was
intermittent after three to four hours of meals. A total of 37 (64%) of patients complained of nausea, 12
(20.6 %) of patients vomited once, and 35 (60.3%) of patients vomited repeatedly. There was no relief
after vomiting 42 (72.4%) of the patient.

The loss of appetite was registered by 25 (43.1%) patients, the disgust to fatty food was identified in 10
(17.2%) people. 10 (17,2%) patients had complained of dry mouth and 15 (25.8%) on bitterness in the
mouth. The flatulence was noticed by 56 (96.5%) patients, and gas and stool retention were in 30 (51.7%)
patients. However, stool disorder such as diarrhea was detected in 12 (20.6%) people. Strong general
weakness was noticed in 55 (94.8%) patients.

During examination pale skin was in 13 (22.4%) patients, and moreover icterus skin and scleras was
noticed in 13 (22.4%) patients. Such diagnostic symptoms as Mondor (purple spots on face), Grey-
Turner (cyanotic stains on belly sides) and Grunwald (cyanosis of umbilical region) were indicated in 11
(19%), hemorrhage was in 2 (3.4%). All patients had dry and white tongue. In the case of palpation, the
morbidity in the epigastric region itself was found in 45 (77.5%) of patients, in the right upper quadrant
region in 5 (8.6%), and in the left upper quadrant region in 8 (13.7%). The symptoms of Kerte (transverse
painful resistance of the anterior abdominal wall in pancreas projection) and Meio-Robson (severe pain in
lumbar palpation, especially the left rib-vertebral angle) were found in 43 (74.1 %) and 36 (62 %). The
tension of the anterior abdominal wall muscles and the symptom of Shchetkin-Blumberg - in 25 (43.1%)
of patients, local abdominal swelling in the epigastric region - in 13 (22.4%) of patients. In percussion, a
pronounced thympanic sound was observed due to paresis of the transverse colon in 31 (53%) cases. In
auscultation, the weakening of the intestinal peristaltics as a manifestation of dynamic intestinal
obstruction — in 30 (51.7%) cases. The results are consistent with literature on clinical manifestations of
acute pancreatitis [6, 11]. Five (8.6%) of the patients had a pancreonecrose complication.

Pancreato-renal syndrome in the form of albuminuria, increased creatinine level, urea serum was detected
in 28 (48.2%) patients. Pancreato-cardiovascular syndrome, accompanied by chest pain, heartbeat,
tachycardia, and heart rate disorder, has been observed in 22 (37.9%) patients. Arterial hypertension is
noted in 1 (1.7 %) of the patient and hypotension in 13 (22.4%) of the patients.

According to the results of an ultrasound examination of the abdominal organs, an increase in the size of
the pancreas in 31 (53.4%) of the patient, diffuse changes in pancreatic parenchyma, and a decrease in the
echogenicity — 49 (84.5%) of the patients has been detected. Roughness, deformity of the contours of the
organ in 52 (89.7%) of the patients, and cyst of pancreas were in 3 (5.1%) of the patients examined.
According to the ultrasound, the gallbladder was moderately enlarged, usually the contents are
heterogeneous, and the walls are thickened in 10 patients (17.2%). Elongation of the gall bladder with
inflection was detected in 8 (13.7%) patients.

In MRI/MCT/CT tests conducted in 18 (31%) patients: pancreas enlarged in size in the area of the head,
fracture of structure was disturbed, wirsung's duct was not dilated. Parapancreatic and paragastric cellular
tissues in the area of the head were fatigue, heavy. General blood test data and biochemical indicators for
patients with acute pancreatitis are listed in the table. 1-4.
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Table 1. Result of CBC of patients with acute pancreatitis before treatment

Indicator Standart Valid Mzm (aV.e rage Mediana (Me) Mlmmum Maximum
+deviation) (min) (max)
WBC 4,0-9,0x10%1 52 13,66+0,86 13,1 2,9 28
RBC 3,8-5,5x10'2 /1 (f) 16 4,45+0,85 4,69 2 5,56
4,3-6,2x10'?/1 (m) 36 4,38+0,91 4,16 3,04 6,5
120-140 g/1 52 139,25+4,07 134 74 193
HGB 120-160 g/1 () 16 140,56+25,2 137,5 74 190
130-180 r/n (m) 36 138,67+31,37 129 90 193
HCT 35-45% (f) 16 41,65+7,27 42,9 21 52,7
39-49% (m) 36 40,67+8,96 3845 28,5 59,9
MCV 80-100 (fL) 52 93,27+0,97 92,3 69,2 105
MCH 26-34r (pg) 52 31,97+0,47 31,8 20 37
MCHC 30-370 (g/) 52 339,85+2,52 344 288 384
PLT 180-320x10°/1 52 173,46£11,46 175 9 477
MXD% 5-10 % 8 7,61+0,57 8 5,1 8,9
LYM% 25-40 % 52 14,77+1,29 10,9 4,5 36
NEUT% 47-72% 17 78,56+2,45 814 61,7 90,2
MXD# 0,2-0,8x10%/1 8 1,01+0,12 0,9 0,7 1,4
LYM# 1,2-63,0x10%/ ul 52 1,67+0,12 1.4 0,5 4
NEUT# 2,0-5,5x10°1 17 11,84+1,08 13 5 18,7
RDW-SD 39,0-46,0 17 48,36+1,01 47,2 454 61,8
RDW-CV 11,6-14,0 17 13,67+0,19 13,3 12,2 18,2
PDW 15,0-17,0 52 17,4340,32 17,85 12,4 21,7
MPV 7,0-11,0 52 8,47+0,21 8.4 5,2 12,6
P-LCR 13-43 % 8 27,21+0,83 26 25,9 0,03
PCT 0,16-0,33 52 0,15+0,01 0,15 0,03 0,27
Sed rate 0-20 mm/h (f) 18 23,1+4,42 15 5 67
0-15 mm/h (m) 36 25,22+3,4 18 3 70

Analysis of laboratory tests showed signs of cytolysis (increased activity of ALT, ACT, GGT),
manifestations of cholestatic syndrome (increased activity of alkaline phosphatase, level of general and
direct bilirubin, cholesteroline), increase in level of amylase in 42 (72.4%) patients.

Table 2. Result of CBC of patients with acute pancreatitis after treatment

. . M+m (average Mediana Minimum Maximum
Indicator Standart Valid +devia tion)g (Me) (min) (max)
WBC 4,0-9,0x10°/1 57 11,85+0,89 9,5 4,5 33,5
RBC 3,8-5,5x10"2 /1 (f) 16 4,18+0,76 4,46 2,01 4,9

4,3-6,2x10'%/1 (m) 40 4,3+0,9 4,41 1,46 6,5
120-140 g/1 57 132,1+4,08 130 50 193
HGB 120-160 g/1 (f) 16 38,5+7,18 40,3 20 50,7
130-180 /1 (m) 41 38,17+11,3 37,5 0,39 59,9
HCT 35-45% (f) 57 90,02+1,98 92,1 67,6 107,4
39-49% (m) 57 29,74+0,89 31 20 36,5
MCV 80 - 100 (fL) 57 293,65+14,17 334 29,9 361
MCH 26-34 r (pg) 57 236,91£15,1 228 32 583
MCHC 30-370 (g/l) 7 7,71£2,17 8 0,06 18,9
PLT 180-320x10%/1 37 16,65+1,71 12,9 0,2 40,6
MXD% 5-10 % 14 66,33+8,29 83,45 0,75 90,2
LYM% 25-40 % 8 3,04+1,54 0,9 0,4 124
NEUT% 47-72% 47 1,75+0,14 1,6 0,5 4,9
MXD# 0,2-0,8x10°/1 15 10,69+1,68 13,7 2,7 18,7
LYM# 1,2-63,0x10%/ ul 18 42,66+4,34 47,25 14 65,6
NEUT# 2,0-5,5x10°1 42 14,35+0,92 13,6 0,12 49
RDW-SD 39,0-46,0 45 17,49+0,29 17,8 12,3 21,7
RDW-CV 11,6-14,0 48 8,19+0,29 8,4 5,2 12,6
PDW 15,0-17,0 7 26,85+4,64 31 0,25 36
MPV 7,0-11,0 46 0,17+0,101 0,15 0,0014 0,35
P-LCR 13-43% 18 12,56+4,78 12 5 24
PCT 0,16-0,33 36 13,36+7,3 12,5 3 26
Sed rate 0-20 mm/h (f) 57 11,85+0,89 9,5 4,5 33,5
0-15 mm/h (m) 16 4,18+0,76 4,46 2,01 49
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Hyperglycemia, hypoproteinemia, hypoalbuminemia, increased C-reactive protein as a manifestation of
systemic inflammatory response syndrome [2, 8], increased creatinine, urea. After treatment, the levels of
cytolysis, cholestase, glucose and amylase decreased slightly.

The above data indicate that patients with acute pancreatitis, who has just been admitted to the hospital,
have neutrophilic leukocytosis, lymphopenia in general blood test, which has retained and after treatment,
but with a lower extent. The sed rate accelerated before treatment, but after treatment within normal
values.

Table 3. Result of biochemical blood test of patients with acute pancreatitis before treatment

. . M=+m (average Mediana Minimum Maximum
Indicator Standart Valid N deviation)g (Me) (min) (max)
Glucose 3,5-6,4 (mmol/l) 50 9,524+0,68 7,9 5,2 28,3

Bilirubin general 6,8-20,5(umol/l) 58 4524797 20,35 7 235,8
Bilirubin direct 1,7-4,5 (umol/l) 29 53,78+8,84 34,6 0,7 1442
Bilirubin indirect 1,7-17 (umol/l) 27 27,24+5,34 124 8,7 91,6
Creatinine 39-111 (umol/1) 51 131,56£15,5 106 41 628
Cholesterol 3,6-5,2 (umol/l) 8 6,49+0,77 5,5 5,5 9,57

General protein 65-85 (g/) 49 61,2+1,54 64 37 87

ALT <40 TU/L 51 89,25+15,57 57 1 512

AST <40 TU/L 50 156,72+29,03 87,5 23 1027

GGT 5-55 IU/L 48 231,1+44,42 86 21 1482,8

AP 32-120 IU/L 47 130,93+18,94 91 41 805

Amylase 22-100 TU/L 45 561,55+£70,22 411 57 2144
Albumine 35-52 (g/) 19 28,19+1,53 27 20 38
CRP 0-10 2 24,26+23,54 24,26 0,72 47,8
Urea 2,9-8,3 (mmol/l) 45 8,09+0,91 6,5 2,4 32,8
Table 4. Result of biochemical blood test of patients with acute pancreatitis after treatment

. . M+m (average Mediana Minimum Maximum
Indicator Standart Valid +deviation) (Me) (min) (max)
Glucose 3,5-6,4 (mmol/l) 50 7,81+0,64 6,5 1,7 20,4

Bilirubin general 6,8-20,5 (umol/1) 58 24254542 11 6 235
Bilirubin direct 1,7-4,5 (umol/l) 29 41,84+12,71 27 6,8 160

Bilirubin indirect 1,7-17 (umol/l) 27 22,34+6,5 14,2 0,3 91,6
Creatinine 39-111 (umol/l) 51 139,58+21,78 80 4,3 721
Cholesterol 3,6-5,2 (umol/l) 8 8,29+4,16 5,1 2,9 74
General protein 65-85 (g/1) 49 65,3+1,49 66 37 86
ALT <40 IU/L 51 64,57+9,87 40,5 1 326

AST <40 TU/L 50 104,49+19,7 49 14 730

GGT 5-55 IU/L. 48 152,31+23,02 84 14 709

AP 32-120 IU/L. 47 117,98+11,89 93 47 420
Amylase 22-100 TU/L 45 381,4+82,62 133 25 2144
Albumine 35-52 (g/) 19 31,44+2,14 32 20 52

CRP 0-10 3 61,23+26,03 14,9 0,72 186,4
Urea 2,9-8,3 (mmol/l) 45 7,69+1,36 3,9 1,9 38,3

In order to study the presence of a polyorgan dysfunction, especially from the side of the cardiovascular
system, which at different frequencies, according to literature, is found in patients with acute pancreatitis.
An analysis of electrocardiograms (ECGs) of patients was carried out (table 5). The EKG was recorded in
all 12-leads at 50 mm/s. The QT interval, reflecting the duration of the heart muscle repelarization
processes, was measured from the onset of depolarization, the QRS complex, to the end of the T wave
when returning to isolation. The elongated interval of QT, which is the predictor of the development of
ventricular rhythm disorders, was considered to be from 0.44 s.

On the cardiovascular side, according to the ECG, various changes were observed: tachycardia in 26
(44.5%) patients, bradycardia in 2 (3.4 %) patients, arrhythmia in 3 (5.1%) patients, and deviation of the
electrical axis of the heart (EAH) on the left in 12 (20.6%) patients. An acceleration of atrioventricular
conduction has been found in 3 (5.1%) patients. Blockages of the legs of the Gisa beam have been found:
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partial blockage of the left leg of the Gisa beam in 6 (10.3 %) patients, complete blockage in 12 (20.6%),
incomplete blockage of the right leg of the Gisa beam in 4 (6.8%) patients, complete

(6.8%).

Table 5. Result of ECG reasearch of patients with acute pancreatitis

blockage in 4

. . M=m (average Mediana Minimum Maximum
Indicator Standart | Valid +deviation) (Me) (min) (max)
Heart rate 58 60-90 96,46+3,21 99 58 150

PQ (s) 49 <0,2 0,11+0,007 0,12 0,03 0,2
QRS (s) 49 <0,1 0,11+0,05 0,1 0,04 0,2
QT (s) 49 0,34+0,007 0,34 0,24 0,46

Signs of left ventricle hypertrophy, according to EKG, were observed in 9 (15.5%) patients. More
frequently observed changes in the ST segment and the T tooth (flattened, negative) were observed,
indicating non-specific changes in the myocardial repolarization process. There are various explanations
in the literature for cardiovascular disorders in pancreatitis, particularly changes in electrocardiography.
This may be related to both the toxicity to myocardium of pancreatic enzymes and electrolytic imbalance,
as well as associated cardiac pathology.

Conclusions

The study of the general characteristics of patients with acute pancreatitis and the role of the main risk
factors is important for the early diagnosis of the disease and the timely correction the factors influencing
the effectiveness of treatment. The dominant clinical symptom of patients of the Smolensk region is
currently pain with localization in epigastric, encircling character or with irradiation in the spine, with
high intensity, arising 3-4 hours after food. More comon syndromes — pancreaticovascular and
pancreaticorenalis. CBC shows neutrohilic leucocytosis, lymphopenia, EOF acceleration. Among the
biochemical syndromes cytolytic and cholestatic are prevalent, also there has been an increase of the
amylase, urea, creatinine and hyperglycemia.

In ECG reseaches are not detected any specific changs in rhythm and conductivity disorders, signs of
hypertrophy of the left ventricle, disorders of the repolarisation of miocard. The risk factors of
development of acute pancreatitis in patients of the Smolensk region remain alcohol abuse, smoking,
eating disorder with dominance of fatty food, overeating, biliary system pathology. By drawing the
attention of patients and relatives to the risk factors and clinical manifestations of the disease, it is
possible to promote the secondary prevention of pancreatic lesions, prevent or at least slow down
progression of the disease and complications. It is possible because of persuading patients of the toxicity
of alcohol, nicotine, increase patients' commitment to strict observance of diets and diets, as well as
treatment schemes.
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