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npoueccoB py nepBudHOM OA, HOCAIMX CHUCTEMHbBIN
XapaKTep U OTPULIATENIbHO BIMAIONMIIX HA KOMOPOHUIHYIO
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RU STUOAOTUYECKUU NPOPUAL BHELLHE-
CEKPETOPHOU HEAOCTaTOUHOCTH NOA-
YKEAYAOUHOM )XXeAne3bl NpU ocTeoapTpose
B KOMOPOMAHOCTH C NaTtoAormen opra-
HOB NMULLEBapUTEAbHOU CUCTEMbI

A. C. BabuHeu, U. M. Fanabuukasn
TepHONOALCKMIA HaLMOHAABHBIN MEAULMHCKWUIA YHUBEPCH-
TeT UMenn U. A. TopbaueBckoro, YkpanHa

KAloueBble cAOBa: BHELLHECEKPETOpHas HepAoCTaTou-
HOCTb NMOAXEAYAOUYHOM XEAe3bl, XPOHUUECKUI NaHKpea-
TWUT, OCTE0APTPO3, OMPOCHWUK TaCTPOIHTEPOAOTMUECKOTO
60AbHOTrO GSRS, dpekanbHasA o-anacTasa

BBepeHue. BHellHeceKkpeTopHasa HEAOCTaTOMHOCTb MOA-
XeAyAOUHOM xene3bl (BHIMK) — 310 cocTosHUE, KOTOPOE Xa-
paKTepu3yeTca HapyLUEHWEM MULLEBAPEHUS U HAAUUMEM
ManbabCcopOLMKU NUTaTEABHbIX BELLECTB U ABASETCS CAEA-
CTBMEM NEPBUYHOM NOTEPH GYHKLIMOHAABHOM MapeHX1MbI
WAM BTOPUYHOTO HapyLLEHWA U HEAOCTAaTOYHOW aKTMBHOCTH
depmeHToB. OueHb YacTo 3aboAeBaHWsA, COMPOBOXAAD-
wpnecss BHIMK, aBAstOTCA KOMOPOUAHBIMK COCTOSIHUSIMM
MHOTMX NaTOAOT MK, B YaCTHOCTM ocTeoapTposa (OA).

LUenb uccnepoBaHUA — NPOBECTU UCCAEAOBAHWE KAMHW-
KO-NaTOreHeTMYEeCKMX NapamMeTpoB COCTOAHMA NauUMEHTOB
¢ nepBryYHbIM OA B 3aBMCUMMOCTH OT STMOAOTMYECKOIO NPo-
dUAS CONYTCTBYIOLLIEN MATOAOTMKW OPraHOB NULLEBAPEHUS,
conpoBoxaatoLLercs BHIMK.

Martepuanbl U MeToAbl. Bbinv 06caepoBaHbl 38 naupeH-
T0B ¢ nepBuyHbiM OA 1 95 naumeHToB ¢ nepBuyYHbIM OA
n umetowenca BHIMK npu 3aboreBaHMAX KEAYAOUHO-
KULLEYHOrO TpakTa BHE OOOCTPEHMS: XPOHWUECKUM MaH-
KpeaTUTOM, XPOHUUYECKUM BeCKaMeHHbIM XOAELMCTUTOM,
OYHKLMOHAABHBIMU  3a60AEBAHUSIMU  XKEAYHOTO  My3bIps
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JAIMX K nporpeccupoBanuio OA.
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N XEAYEBbIAEAUTEABHOW CUCTEMbI, XPOHUYECKMM TacTpo-
AYOAEHUTOM.

Pe3yAbTathl U MX 0b6Ccy)XaeHUe. Y MauMEHTOB C nep-
BUYHbIM OA BHe 00O0CTPEHWA YCTAHOBAEHO HaAWuue
TOPMNMAHOIO CUCTEMHOIO BOCMAAEHMS MO AOCTOBEPHO-
My MOBbILWEHWIO NMOKa3aTEAEN BbICOKOUYBCTBUTEABHOMO
C-peakTMBHOIO npoTenHa u daktopa HEKpPo3a OMyXOAM
o (p<0,05), KOTOpoe YCMAMBAAOCb B YCAOBMSX KOMOp-
OMAHOCTM C MATOAOTMEN MULLEBAPUTEABHOW CUCTEMBI,
0COHEHHO 3HAUMMO NPU OAHOBPEMEHHOM XPOHUUYECKOM
naHkpeaTtuTe. YCTaHOBWAM B3aMMOOCAOXKHSIOLLIEE BAUS-
HWEe AAHHbIX KOMOPOUAHBIX COCTOAHWI. BbIAO BbIABAEHO
YCUAEHUE KAMHWUYECKOM CUMMTOMAaTUKK nepBuyHoro OA
no nHaekcam WOMAC 1 BALL B ycAOBUSX KOMOPOUAHO-
CTU C 3a60AEBAHUAMM XEAYAOUHO-KULLEYHOIO TPaKTa, KO-
TOPblE€ MPUBOAMM MO YPOBHIO CHUXKEHWA BAUSTHUA: XPOHU-
YECKMIM NaHKpeaTuT, XPOHUUYECKWI racTPOAYOAEHUT, XPO-
HUUYECKUI BECKAMEHHbIN XOAELUMCTUT U QYHKLIMOHAAbHbIE
3ab0AeBaHWA XEAUHOTO My3bIPsa U XEAYEBLIAEAUTEABHOM
CUCTEMBI, U30AMPOBaHHbIN OA.

BbIBOADI. AOKa3aAW HAAMUKME CTaTUCTUUYECKM AOCTOBEPHOM
BHIMK npn nsonnmposaHHoMm nepBuyHOM OA, UTO MOXET
CBUAETEALCTBOBATb O MAHKPEATOTOKCMUYECKOM BAMSIHWM
npenapatoB, NPUMEHSIEMbIX AAA AeUeHUsT epBuyHoro OA,
a TakXe OoTpuUaTeAbHOE NaTOreHeTMYECKoe BO3AEWNCTBME
NPOBOCMAAMTEABHbIX W AECTPYKTMBHbLIX MNPOLECCOB Npu
nepsryHom OA, KOTOpble HOCSIT CUCTEMHBIM Xapaktep U
OTPULATEABHO BAMAIOT HA KOMOPOUAHYHO NaTOAOTMIO Opra-
HOB XXEAYAOUHO-KULLIEYHOTO TpaKTa. Y NaumMeHToB C M30AU-
poBaHHbIM nepBrUYHbIM OA ObiAM BbISIBAEHbI CTaTUCTUYE-
CKM AOCTOBEPHbIE MPOSIBAEHUSA FaCTPO3HTEPOAOTMUYECKMX
CMHAPOMOB MO LLIKaAaM OnpocHWKa GSRS no cpaBHEHWO
C rpynnowv KOHTPOAS,, YCTAHOBAEHO HaAMUME TOPMUAHBIX U
AATEHTHbIX MU3MEHEHWI OPraHoOB MULLIEBAPEHMS NPK Nep-
BMUHOM OA, KOTOpOe cnocobCTBYET BO3MOXHOMY pa3Bu-
TUIO TPOPONOTMUECKNX HAPYLLEHWA B AAHHOW KoropTe na-
LMEHTOB M NPUBOAMT K nporpeccrpoBaHmio OA.



en Etiological profile of exocrine
ancreatic insufficiency
in osteoarthritis in comorbidity
with pathology of the digestive
system organs

L. S. Babinets, I. M. Halabitska
Ivan Horbachevsky Ternopil National Medical University,
Ukraine

Key words: exocrine pancreatic insufficiency, chronic pan-
creatitis, osteoarthritis, Gastrointestinal Symptom Rating
Scale (GSRS), fecal a-elastase

Introduction. Exocrine pancreatic insufficiency (EPI) is
a state characterized by indigestion and malabsorption
of nutrients, being a result of a primary loss of functional
parenchyma or secondary impairment and insufficient
enzyme activity. Frequently, diseases accompanied
by EPI are comorbid conditions of different pathologies,
in particular, osteoarthritis (OA).

Aim of research is to conduct a study of clinical and patho-
genetic indices of patients with primary OA, depending on
the etiological profile of concomitant pathology of the di-
gestive organs, accompanied by EPI.

Materials and methods. We examined 38 patients with
primary OA and 95 patients with primary OA and EPI in
gastrointestinal diseases without exacerbation, such as
chronic pancreatitis, chronic acalculous cholecystitis,
functional diseases of the gallbladder and biliary system,
and chronic gastroduodenitis.

OPUrMHANBHBIE UCCNEQOBAHUA

Results and discussion. Patients with primary OA with-
out exacerbation had torpid systemic inflammation with
a significant increase in the indices of highly sensitive
CRP and TNF-a (p<0.05), which was exacerbated by
comorbidity with pathology of the digestive system,
especially significant in concomitant chronic pancreati-
tis. Mutually complicating influence of those comorbid
conditions was stated. According to WOMAC and VAS
indices, there was an increase in clinical picture of pri-
mary OA under conditions of comorbidity with gastro-
intestinal diseases, which are mentioned according to
the level of their exposure: chronic pancreatitis, chronic
gastroduodenitis, chronic acalculous cholecystitis and
functional diseases of the gallbladder and biliary sys-
tem, isolated OA.

Conclusions. We proved a statistically significant EPI
in isolated primary OA, which may indicate pancrea-
totoxic effects of drugs used to treat primary OA, as
well as the negative pathogenetic effects of pro-in-
flammatory and destructive processes in primary OA
that have a systemic character and negative effect
on comorbid pathology of the gastrointestinal tract.
Statistically significant manifestations of gastroen-
terological syndromes were detected in patients with
isolated primary OA on the basis of GSRS question-
naire scales compared with the control group, which
proved the presence of torpid and latent digestive
changes in primary OA, which contributes to the pos-
sible onset of trophological disorders in this cohort of
patients and OA progression.
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