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rRu POAb aHAOTEAMANbHOW AUCHYHKLUMUM,
MUKPOLMPKYAATOPHbIX HapyLLeHUN
U TUMOKCUMU KaK MeXaHU3MoB popmu-
pOBaHUA NOPaXKeHUN AerkKux

T. H. Xpuctuu?, A. A. ToHUapiok?
1KameHeu-TIoAOABCKMIA  HALMOHAAbHbIA  YHUBEPCUTET
nmMeHun MBaHa OrmveHko, KameHel-TlIoAOAbCKKIA, YKpauHa
2ByKOBWHCKUIM FTOCYAQPCTBEHHbIN MEAULMHCKUI YHUBEP-
cuteT, YepHoBLUpbl, YKpanHa

KAtoueBble CAOBa: 3HAOTEAMAAbHASA AUCOYHKLNS, MUKPO-
LIMPKYASILMSA, TUMOKCUSA, OKCMAATMBHbBIA CTPECC, PEHWH-
AHTMOTEH3MH-aAbAOCTEPOHOBAS CUCTEMA, XPOHUUYECKOE
CUCTEMHOE BOCMAAEHWE HU3KMX FPaAaLmii

B 0630pHOW cTaTbe aBTOPbI paccMaTPUBAatOT 3HAUMMOCTb
3HAOTEAMANBHON AUCOYHKLIMU, HAPYLLIEHUIA MUKPOLMPKY-
ASILMU U TUNOKCUWM B Pa3BUTUK 3aBOAEBaHWI AETKKX, B
KOMOPOUAHOM TEUEHUU pAAA APYTMX 3aB0NEBaHWUI BHY-
TPEHHUX OpraHoB. PaccMmatprBaeTcsi yuacTne aHAOTEAUNO-
LMTOB B GOPMMPOBAHMM CUCTEMHOrO OTBETA Ha BOCNa-
AMTEAbHbIE MPOLIECCHI MPU NopaxeHWU BPOHXOAErOUYHOM
CUCTEMDbI. 3HAOTeAl/Ia/\beIe KAETKU MPU 3TOM MPOTUBO-
AEWVCTBYIOT NaToreHam, COAEPXaLUMMCS B KPOBMU, U MOChI-
AQKOT CUrHaAbI, Npeaynpexaatolmne 06 MHGEKLUNU, MHBA-
31U UAK NOBPEXAEHMAX. ToAYEpPKMBAETCA 3HAUEHWE aH-
TUKOATYASIHTHBIX M @HTUTPOMOOTUUYECKMX CBOWCTB SHAOTE-
AMA (B TOM UMCAE AEFrOYHOr0), cnocobeTBytoLLMX Bopbbe ¢
Tpom6006pa3oBaHMEM, YKa3biBAETCS, UTO KAETKAM 3HAO-
TEAMS NPUCYLLL S3HAOTEHHbIM MeXxaHn3M 60pb0bl C aKTUBa-
Lmen TpoM6boLMTOB. ATa GYHKLMSA 3aBUCUT OT SKCMPECCUN
Ha noBepXHOCTU 3KTOAT®a3bl, CD39 1 BbICBOHOXAEHUS
OKCMA@ a30Ta M NpoCTaUMKAMHA. BHUMaHWe yaeAeHo 3Ha-
YUMOCTU aKTMBaUUN PEeHUH-aHT'MOTEH3UH-aAbAOCTEPO-
HOBOW CUCTEMbI MOCPEACTBOM Kak aHrMoTeH3uHa I, Tak
M anbAOCTEPOHA. ABTOPbI OOAbLLIOE BHWMAHWE YAEAUAM
3HAUEHMI 3HAOTEAMANbHON AUMCOYHKLMKU Kak AMcOanaH-
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ca Mexay dakropamu perakcauuu U KOHCTPUKLIMK, KO-
aryasiumM M GUObpPUHOAM3a, KoTopble obecrneunBaroT re-
MOCTa3 raBHbIX XW3HEHHO HEOOXOAMMBIX PEMYAATOPHbIX
CUCTEM W CTAAMIO KOMMEHcaUMK 3aboAeBaHUI (nyTem
yuyacTus okcuaa asoTta). MUKPOLMPKYASTOPHbIE HapyLle-
HUSI U TUMOKCUA PACCMaTPUBAOTCS KaK SIBAEHUSA, UMe-
tolLMEe OOLIHOCTb MaToreHesa, He TOAbKO MPW AErOYHbIX
3aboAeBaHuAX, HO U B KauecTBe 06LLMX CUHAPOMOB AASI
KOMOPBUAHOCTH C APYrMMU 3a60AEBAHUSIMU BHYTPEHHMX
opraHoB. O6bACHAETCA 310 TeM, UTO OOLUMMMK 3BEHBAMM
ABAAFOTCS XPOHUUYECKMUI OKCUAATUBHbIN CTPECC, peakums
MMMYHHOM CUCTEMbI Ha NoBpexaeHue, GopMUpoBaHUe
CUHAPOMA XPOHWUYECKOrO CUCTEMHOIO BOCMAAEHUS HU3-
KUX rpasaLInin, HapyLleHWe NpPoLecca MUKPOLMPKYASILIUK,
HapacTaHWe rMMNOKCUYECKMX U ULLIEMUUYECKUX MPOLLECCOB.
MoaAuepknBaeTcss 3HAUMMOCTb 3HAHMI O MEexaHU3Max
Pa3BUTUS SHAOTEAMAABHOWM AUCOYHKLIMU, HAPYLLUEHWUSA MU-
KPOLMPKYAALIMU U TUMOKCHUM AASE AeUEBHON U peabuanTta-
LIMOHHOM TaKTUKM.
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In a review article, the authors consider the significance
of endothelial dysfunction, microcirculation disorders,
and hypoxia in the development of lung diseases and
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in the comorbid course of a number of other diseases
of the internal organs. The role of endotheliocytes in the
systemic response to inflammatory processes in the case
of damage to the bronchopulmonary system is consid-
ered. Endothelial cells counteract pathogens in the blood
and send signals warning of infection, invasion, or injury.
The importance of the anticoagulant and antithrombotic
properties of the endothelium (including the pulmonary
one), which contribute to the fight against thrombosis,
is emphasized. It is indicated that endothelial cells have
an endogenous mechanism to combat platelet activa-
tion. This function depends on the surface expression of
ecto-ATPase, CD39, and the release of nitric oxide and
prostacyclin. Attention is paid to the importance of acti-
vation of the renin-angiotensin-aldosterone system both
through angjotensin-ll and through aldosterone. The
authors stressed the importance of endothelial dysfunc-
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tion as an imbalance between the factors of relaxation
and constriction, coagulation, and fibrinolysis, which pro-
vide hemostasis of the main vital regulatory systems, and
the stage of disease compensation (via the participation
of nitric oxide). Microcirculation disorders and hypoxia
are considered phenomena that are compatible in patho-
genesis not only with pulmonary diseases but also as
common comorbid syndromes with other diseases of the
internal organs. This is explained by the fact that the com-
mon links are chronic oxidative stress, the reaction of the
immune system to damage, the formation of a low-grade
chronic systemic inflammation syndrome, a violation of
the microcirculation process, and an increase in hypoxic
and ischemic processes. The importance of knowledge
about the mechanisms of development of endothelial
dysfunction, microcirculation disorders, and hypoxia for
therapeutic and rehabilitation tactics is emphasized.



