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NEW POSSIBILITIES OF CHRONIC PANCREATITIS
TREATMENT USING DRUG LIVERIA IC

N. B. GUBERGRITS, V. Ya. KOLKINA,
Donetsk National Medical University
n. a. M. Gorky, Ukraine

Rezumat

preparatul Liveria IC

Acest studiu a examinat pacientii cu pancreatitd cronicd.
Se demonstreaza eficienta preparatului Liveria IC, inclus
in tratamentul traditional al pancreatitei cronice, in ceea
ce priveste diminuarea sindroamelor dolor §i dispeptic,
precum §i in scaderea indicilor izoamilazei pancreatice in
sdnge §i urind.

Cuvinte-cheie: pancreatita cronicd, durere, dispepsie,
izoamilaza pancreaticd, Liveria IC

Pe3zrome

Hoguvle 603mo0stcHoCmu NleueHUs XPOHUYECKO20 NAHKpea-
muma c ucnonv3oeanuem npenapama Jlusepusa IC

Hamu obcnedosanvl nayuenmol ¢ XpOHUYECKUM RAHKpeamu-
mom. Hccnedosatie noxkazano QhghekmueHocms KAHOYeHUs
8 MPAOUYUOHHYIO MEPANUI0 XPOHULECKO20 NAHKPeamuma
npenapama Jlusepus IC omnocumenvho ymenvuieHus 6one-
6020 U Oecnenmu4ecKux CUHOPOMO8, a MaKdice noKazamenell
NAHKPEeAMu4ecKkol U30amMuna3bl Kpoeu u MOUU.

Knrwouegvie cnosa: xponuueckuii nankpeamum, 6071b, Ouc-
nencus, nankpeamuyeckas uzoamunasa, Jlueepus IC

Introduction

In many patients chronic pancreatitis results
from a complex of environmental factors (alcohol,
cigarettes smoking and occupational chemicals),
some of patients have genetic, hereditary or autoim-
mune nature of disease. The alcoholic nature of the
chronic pancreatitis dominate not only in Ukraine
but in Europe also, and chronic alcohol consumptti-
on associated with 38-94% of cases of pancreatitis
in the developed countries, but is now increasing
worldwide due to growing consumption of alcohol
in each nation [8]. About 20% of men and 9% of
women admit to hospitals with various diseases
of alcoholic etiology in Europe [3, 4, 5, 8]. It is well
known thatincrease spread of chronic pancreatitis in
Ukraine, associated with rise of alcohol consumption,
so we have a great interest to asses and improve the
efficiency of the treatment of patients with chronic
pancreatitis [3, 6, 9].

According the different sources drug Liveria IC
showed sufficient efficacy in the treatment of chronic
hepatitis of various, especially of alcoholic etiology,
that's why we had great interest to evaluate the effi-




cacy of Liveria ICin patients with chronic pancreatitis
[7]. Liveria IC (1 tablet includes 0, 5 gr. of metadoxin)
has anxiolytic, hepatoprotective, desintoxicate, anti-
fibrotic, anti-oxidant and anti-depressive effect [7].

Aim of investigation was to assess the efficacy
of the drug Liveria IC on the dynamic of abdominal
pain, dyspepsia and biochemical data, such as pan-
creaticisoamylase (p-isoamylase) in blood and urine
in patients with chronic pancreatitis.

Materials and methods

We investigated 72 patients with chronic
pancreatitis, 49 (68.1%) of them had chronic alco-
holic pancreatitis. Main group include 37 patients
with chronic pancreatitis who received traditional
therapy with antisecretory, spazmolitic, enzyme
therapy, whom had been added Liveria IC 1tablete 2
times per day 15-30 minutes before meals for three
months. In the comparison group were included
35 patients with chronic pancreatitis who received
only traditional therapy of chronic pancreatitis. A
control group included 30 healthy persons. Before
and after treatment we assessed the dynamics of
pain, dispeptic syndrome, indicators of pancreatic
isoamylase in blood and urine.

Severity of complains and painfulness of palpa-
tion we estimate with index of average severity of
manifestation (ASM) [2]. We used semiquantitative
scale:

0 score — there are no manifestations;

1 score — minimal manifestation;

2 scores — moderate manifestations;

3 scores - significant manifestation.

In view of the scale we calculate ASM of clinical
manifestations by formula:

ASM = @ +2b+3c

a+b+c+d’

where ASM is the average severity of manifes-

tations;

a - the number of patients with manifestation of
symptoms with 1 score;

b - the number of patients with manifestation of
symptoms with 2 scores;

¢ - the number of patients with manifestation of
symptoms with 3 scores;

d - the number of patients with no symptoms.
Level of p-izoamilase conducted with Vitalab

Analyzer Flexor (Netherlands) using sets firm Lache-

ma (Czech Republic).

Results and discussion

The leading symptom of all examined patients
was abdominal pain. Most common location of pain
was — epigastric region and both hypochondrium
aria — 24 (33.3%) patients. Pain in epigastric region
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and right hypochondrium in 15 (20.8%) patients,
in the right hypochondrium only — 10 (13.9%) pati-
ents, epigastric region and left hypochondrium - 11
(15.3%) patients, only in epigastric region — 4 (5.6%)
patients, only in the left hypochondrium -8 (11.1%)
patients.

In the main group patients before treatment
dominated moderate abdominal pain — 18 (48.7%)
patients; the intensity of the pain was minimal at
11 (29.7%) patients, significant — 8 (21.6%) patients.
ASM of pain syndrome in the main group before the
treatment was 1.92. In the comparison group the
intensity of the pain was similar and determined
18 (51.4%), 10 (28.6%) and 7 (20.0%) of patients
correspondently. The ASM of this syndrome in the
comparison group was 1.91.

Before treatment dyspepsia was at all examined
patients. 15 (40.6%) patients of main group had in-
tensive dyspepsia, 9 (24.3%) - moderate, 13 (35.1%)
- minimal dyspepsia. ASM of dyspeptic syndrome
in this group was 2.05, in the comparison group the
intensity of this syndrome was determined respecti-
vely by 16 (45.7%), 12 (34.3%) and 7 (20.0%) patients.
ASM of dispeptic syndrome in the comparison group
before the treatment amounted 2.26.

After treatment dynamics of clinical manifes-
tations was more pronounced in patients of main
group. So, ASM of pain syndrome after treatment
in the main group was 0.91, unlike the comparison
group was 1.53, 1.68 times higher. The most effective
was main variant of treatment concern the dyspeptic
syndrome too. After the treatment the ASM of this
syndrome in patients of main group was 0.99 and in
comparison group was 1.57, so 1.59 times higher.

More significant dynamics of p-isoamilase in
blood and urine was also in the main group unlike
comparison group patients. P-isoamilase in blood
was 2.05+0.14 mccat/l before treatment in main
group patients and after treatment was 0.99+0.08
mccat/l (p<0.05) and in the comparison group pa-
tients before treatment was 1.39+0.08 mccat/I and
after 1.02+0.12 mccat/l (p>0.05), in healthy persons
was 0.87+0.13/ mccat. P-isoamilase in urine in
patients of the main group before treatment was
7.05+0.25 mccat/l after treatment was 4.30+0.27
mccat/l (p<0.05) and in the comparison group
patients 6.53+0.21 mccat/l before treatment and
5.26+0.58 mccat/I (p>0.05) after, in healthy persons
was 3.32+0.39 mccat/I.

Conclusion

Treatment of patients with chronic pancreatitis
with Liveria IC inclusion leads to reduction of insen-
sitivity of pain, dyspepsia and positive dynamics of
such biochemical data like pancreatic isoamylase in
blood and urine.
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THE EFFECT OF THE PRESENCE OF DIABETES
MELLITUS ON CLINICAL COURSE OF CHRONIC
PANCREATITIS BY M-ANNHEIM SCORING SYSTEM

U M. ZAKHARCHUK, L. S. BABINETS, S. R. PIDRUCHNA,
SHEI Ternopil State Medical University
by I. Ya. Horbachevsky of MPH of Ukraine

Rezumat

Efectul diabetului zaharat asupra evolutiei clinice a pancreatitei
cronice conform clasificarii M-FANNHEIM

Pancreatita cronica este o boala dificil de diagnosticat si de tratat.
Scopul studiului a fost de a evalua severitatea pancreatitei cronice prin
clasificarea M-ANNHEIM conform prezentei insuficientei pancreatice
endocrine. Au fost analizate prezenta insuficientei pancreatice excre-
torii §i incretorii, schimbarile structurale ale pancreasului prin ultra-
sonografie, coprogramad, nivelul de hemoglobina glicozilata in sdange,
numarul complicatiilor la 38 de pacienti cu PC(grupul 1) si pancreatita
cronica asociatd cu diabet (grupul 2). Corelatia stransa dintre gradul
de severitate al PC in clasificarea M-ANNHEIM i criteriile obiective
de leziuni cronice ale pancreasului demonstreaza informativitatea sa
inalta, care este noutatea studiului nostru.

Cuvinte-cheie: pancreatita cronicd, diabet zaharat, clasificare
M-ANNHEIM, grad al pancreatitei cronice

Pe3zome

Bnusanue caxapnozo ouabema nHa KAuHU4YeCcKoe meueHue u ms-
JHcecmsb XPOHUYECKO20 RAHKPEeAmUma 6 COOM6Eemcmeuu co WKaiou
M-ANNHEIM

Xponuueckuil nankpeamum (XI1) omnocumcs k 3a601€8aHUIM, KOMO-
pble CILOAHCHO OUazHOCMuUposams u ieuums. Llenvto uccieooganus 6wiio
OYEHUMb MANCECb XPOHUYECKO20 NAHKPeamuma 6 cOOmeenmcmesu
¢ knaccugurkayuett M-ANNHEIM 6 3asucumocmu om 3HOOKPUHHOU
HedoCmamouHocmu nooxceyoounou scenesvi (IDK). Bvuiu npoana-
JU3UPOBAHbL: cmpykmypHble usmenenus 1K no ynompasgykoguim kpu-
mepusimM, KONpocpamma, yposeHs IUKOSUIUPOBAHHO20 2eMO2N00UHbI,
yacmoma ocnoxcrenutl y 38 6onvuwix XI1 6e3 u ¢ conymemayrowum
caxapHvim ouabemom. Bvina visAgneHa mecHas KOppensiyus Mexicoy
maxcecmvio XI1 no knaccuguxayuu M-ANNHEIM u obvexmusHbvimu
KpumepusimMu XpOHUYECKo20 NOPAdICeHUss NOOHCENYOOUHOU Jicene3bl.
Hanuuue suooxkpunnoii neoocmamounocmu IDK ocnoscusano msicecms
3abonesanus 6 coomeemcemauu co wixanrou M-ANNHEIM, koppenupys
¢ Hapywenuamu konpoepammsl (r=0.702; p<0.001), ynompa3zgyxoevimu
kpumepusu (r=0.55; p<0.05), yposHem enuKko3uiupO8aHHO20 2eMO2I10-
ounvl (r=0.678; p<0.01).

Knroueswie cnosa: xponuueckuii naHkpeamum, caxapHuiii ouabem,
wkanra M-ANNHEIM

Introduction

Chronic pancreatitis (CP) is the disease difficult to diagnose
and treat. This is due to the low sensitivity of the tests and func-
tionalimaging techniques pancreas. The problem of diagnosing
chronic pancreatitis cannot be considered solved. CP remains
a difficult problem of clinical medicine and surgery, as in many
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