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B nocaeaHune roabl HabAOAGETCA POCT pacnpoCTpaHeH-
HOCTW MaTOAOTMM MOAKEAYAOUHOWM XEAE3bl Y AWULL MOAOAO-
ro TPyAOCNocobHOro Bo3pacra, 0AHaKO 0H60CTPEHUE XPOo-
HUUeCKoro naHkpeatuta (XIM) B cAydae «OAAronpUATHbIX»
YCAOBUI MPOUCXOAWMT BO BCEX BO3PACTHbIX KaTeropusix,
NPUBOAA K KpariHe HEBAAronpUSITHbIM NMOCAEACTBUSIM.
LleAb MccnepOBaHUA — U3YyUYEHUE KAMHUKO-STMOAOTUYE-
CKMX dpakTopoB XI1y MOXMAbIX NALUMEHTOB 1 ONTUMKU3aLMA
KOMMAEKCHOIO AeYEHWUS AQHHOW KaTeropmu GOAbHbIX My-
TeM BKAKOUEHUSI CPEACTBA CUCTEMHOM 3H3MMOTEPaNUK.
Martepuanbl U meToabl. O6crepoBaHO 98 nNauMeHTOB ¢
XI, cpeaHnm Bo3pactom 71,3+1,4 ropa, KOTOPbIX paH-
AOMM3MPOBaAW Ha ABe rpynnbl. Bce naumeHTbl noayya-
AW CTaHAAPTHbIN OBLLENPUHATLIA AEUEOHbIA KOMMAEKC
(ONK): naHTonpason 40 mr HaTowak no TpeboBaHuIo,
NMOCTOSIHHYIO 3aMECTUTEABbHYID (GEPMEHTHYHO Tepanuio
npenapaTomM YUCTOro NaHKpeaTMHa B aAEKBaATHOM AO3€E C
KaXAbIM MPUEMOM MULLM, MPOKUHETUKN U/UAK CMA3MOAN-
TUKM NO HEOBXOAMMOCTH B TeUEHUE 6 HeaeAb. [pynna Ha-
6AOAEHUST paHAOMK3UPOBaHa Ha ABe rpynnbl: | rpynna
(ONAK) — 20 naumeHToB npuHUManm Toabko OAK; Il rpynna
(OAK+B) — 78 60AbHbIX AONOAHUTEABHO K OAK noayvanm
npenapar BobaH3num no 5 TabAeToK TpK pasa B CYTKU.
PesyAbTathl U 06cy)xpeHUue. AokasaHo, uto XMy noxu-
AbIX MALMEHTOB pa3BMBaETCA Ha GOHE CMELLAaHHbIX 3TUO-
natoreHeTMyecknx $akTopoB: uwemuyeckoro (87,7%),
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ractpoayoAeHanbHoro (84,7%) u AUCAMMTUAEMUYECKOTO
(70,4%). KAMHUYECKM NpPeobAapatoT acTEHUMUECKUIA U
AMCNENTUYECKMI CUHAPOMBbI — 92.8% u 77,5% coor-
BeTCTBEHHO. DopMHUpoBaHME pAeduuMTa MacChbl Teaa No
AQHHBIM aHTPONOMETPUUECKOrO 06crepoBaHUs y 64,3%
C pas3BUTMEM BHYTPUCEKPETOPHOW HepocTaTouyHOCTH MK
y 29,6% MO YPOBHIO MAKOKO3bl HATOLLIAK U BHELLHECEKPE-
TOpHOW — no ypoBHO Pad y 70,4% 0b6CAEAOBAHHBbIX.
MpumeHeHne OAK cnocobCcTBOBAAO YMEHBLUEHUIO AWC-
nenTuyeckoro 1 6oaeBoro abAoOMMUHAABHOIO CUHAPOMOB
(p<0,05), ymeHbLIeHUIO pAedULMTa Macchl Tena Ha 4,3%
MO NokasaTeAtd MHAEKCA MacChbl Teaa, CONPOBOXAAAOCH
TEeHAEHUMEN K HopManmnsaummn GyHKummn MXK.

BbiBoAbI. AonoAHeHWe OAK npenapatom BobaH3WUM npu-
BEAO K YMEHbLLEHWUIO KAMHUYECKMX NPOSIBAEHWI 3abone-
BaHus (p<0,03 - p<0,05), yMEHbLLUEHWUIO YIAEBOAHOIO
AncbanaHca no nokasaTtendM MOCTNPaHAMAABHOM TAMKe-
Mun (p<0,05) Ha GOHE TEHAEHUMN K CHUXEHWUIO YPOB-
HSI TAMKMPOBAHHOIO remMornobuHa B cpepHeM Ha 0,2%.
HasHaueHne Bob63H3MMa B KOMMAEKCHOM AeveHun XI1
Yy MOXMAbIX MaLMEHTOB CMOCOOCTBOBAAO MOBbILLIEHNIO
ypoBHA ®ad Ha 42,6% OTHOCUTEABHO TAKOTO NOKa3aTeAst
A0 AeyeHus (p<0,001) n yMEeHbLUEHWIO HYTPUEHTHON He-
AOCTaTOMHOCTM 3@ CUET YBEAMUYEHUA MHAEKCA MaAcCChl Tena
AAHHOM KaTeropumn naumeHToB Ha 7,0%.
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In the last few years, the number of young people with
pancreatic pathology has increased. However, exacerba-
tion of chronic pancreatitis (CP) in “favorable conditions”
occurs at any age, leading to extremely unfavorable con-
sequences.

The aim is to study clinical and etiological factors of CP
in elderly patients and optimize the complex treatment of



this category of patients by including a systemic enzyme
therapy agent.

Materials and methods. The study included 98 CP pa-
tients, with a mean age of 71.3+1.4 years, who were
randomized into two groups. All patients received the
standard conventional treatment complex (CTC): pan-
toprazole 40 mg on an empty stomach on demand;
prolonged enzyme replacement therapy with pure pan-
creatin at an adequate dose with each meal; prokinet-
ics and/or antispasmodics as needed for 6 weeks. The
study group was randomized into two groups: group |
(CTC) — 20 patients got only CTC; group Il (CTC+W) —
78 patients received Wobenzym in addition to CTC,
5 tablets three times per day.

Results and discussion. It has been proven that CP in
elderly patients occurs against the background of mixed
etiopathogenetic factors: ischemic (87.7%), gastroduo-
denal (84.7%), and dyslipid (70.4%). Clinically, asthen-
ic and dyspeptic syndromes predominate (92.8% and
77.5%, respectively). According to the anthropomet-
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ric examination, body weight deficiency is observed in
64.3% of the examined, with endocrine pancreatic in-
sufficiency in 29.6% in terms of fasting glucose and exo-
crine pancreatic insufficiency in 70.4% in terms of FoE.
The use of CTC contributed to the reduction of dyspeptic
and painful abdominal syndromes (p<0.05), a decrease
in body weight deficit by 4.3% in terms of body mass in-
dex, and a tendency to normalize pancreatic function.
Conclusions. The addition of CTC with Wobenzym re-
sulted in a decrease in the clinical manifestations of
the disease (p<0.03 - p<0.05), an improvement in car-
bohydrate imbalance in terms of postprandial glycemia
(p<0.05), and a trend towards a decrease in the level of
glycated hemoglobin by an average of 0.2%. The admin-
istration of Wobenzym in the complex treatment of CP in
elderly patients contributed to an increase in the level
of FaE by 42.6% compared to this index before treat-
ment (p<0.001) and a decrease in nutrient deficiency
due to the elevated body mass index of this category of
patients by 7.0%.
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