TOpbIM B MocnegHue rofabl ygensetrca 601blioe 3Ha-
yeHue B natoreHese XOB. B ®ase ob6ocTpeHus Xb
pe3Ko yBeNM4YMBaeTCA aKTUBHOCTb BCeX (epMeHTa-
TUBHbIX (haKTOPOB NaTOreHHOCTU MHEBMOKOKKaA, a Tak-
Xe KONM4yecTBO W akKTueBHOCTb [1AJ1, coueTaHHoe
naToreHHoe [eiNcTBME KOTOPbIX BbI3biBaeT pasBuUTuUE
3HAUYUTENIbHbIX PYHKUMUOHANbHBIX M LUTOMOP{ONOru-
YeCKMX HapyLleHWA Nerkux u cnocobCcTByeT Mporpec-
cupoBaHuto 6one3Hn. [lostomy npu XbB 6onbloe
3HayYeHMe WMeeT MNPOTUBOpPeLUMBHAA Tepanus.
Takum o6pasom, nuTepaTypHble fAaHHble 0 naTo-
reHese XxpoHuuyeckoro 3B ¥© HakomneHHble Hamu
pe3ynbTaTbl KIMHUKO-MUKPOOGUONOTNYECKNUX N KINHN-
KO-MMMYHONOTMYECKNX COMOCTABMAEHUA W U3Yy4YeHUs
pa3fiMyHbIX (PaKTOPOB MNATOreHHOCTU MHEBMOKOKKA
LaloT BO3MOXHOCTb 3aK/HYUTb, YTO B OCHOBE Marvo-
reHesa XpPOHWYECKOro 6POHXMTA NEXUT XPOHMYeckKas
NMHEBMOKOKKOBasA WH(eKUuunsa, nopaxatwwas pasnnu-
Hble KNeTKN WU TKaHW GpOHXManbHOro AepeBa U Nerkux.
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KOMMEHTAPUN K CTATBE N. A. BULLHSKOBOW
«PONIb MHEBMOKOKKA WV MHEBMOKOKKOBOW WH®EKL MWW
B 3TUONIOrMM W MATOMEHE3E OCTPbIX M XPOHWYECKUX

3ABO/IEBAHWN OPrAHOB [AbIXATE/IbHOW CWUCTEMbl»

3HayeHMe NMHEeBMOKOKKa B BO3HWKHOBEHUM BOCMa-
NUTeNbHbIX 3ab60neBaHNn opraHoB AbixaHus 6eccnop-
HO, 04HAaKO MHEHMWS MccnefoBaTeNieil 0 ero yaenbHOM
BECe Mpu O6POHXO0MErOYHbIX MHGEKUMAX HEeOAHO3Hau-
Hbl. B Kakoli-TO Mepe 3TO 06bBACHAETCA OMpeAesneH-
HbIM MpuUcTpacTMem OTAENbHLIX YYEHbIX K Haubosee
Ba)XKHbIM, C WX TOYKWM 3peHud, Bo3dyautenam (npu-
MEPOM MOXET CAYXWUTb MOBbLILWEHHbIA WHTEpPEC K 3H-
TepobakTepuam B 60-X rogax, A0 HacTosWeEro Bpe-
MeHW — K Hecnopoobpasylouwum aHaspobam) u pas-
aMunaMn B nogxofax K MpPoOBefeHU0 MUKpobuosno-
rMYecKO AMArHOCTUKKM Hecneuunduyeckmx 3abone.a-
HWIA Nerkux, B pe3ynbTaTe 4Yero 4acTb MHMEKLUOH-
HbIX areHTOB HepeAaKOo YCKO/Mb3aeT W3 NONSA 3peHwUs.
M B TOM, 1 B pyrom cfnyyae BO3HWKAET BEPOATHOCTb
HeJOOLUEHKN PO OTAENbHbIX MUKPOOHbLIX (haKTOpOB
B 9TMONOTMN WH(EKLMOHHOTO npoLecca.

Mo HawWm AaHHbIM, 4acToTa BblAeNeHUA MHEeBMO-

KOKKa B AMAarHOCTUYECKMUX TUTpax Yy 60NbHbIX Hecre-
UMUYecKUMmM 3a601eBaHUAMN NETKUX AEACTBUTENBHO
BbICOKA W [JOCTUraeT MpuM TMHEBMOHMAX B pasHbIX
BO3pacTHbIX rpynnax 75—85 %, uyto B 30—60 %
C/ly4yaeB KOppennpyeT C BbICOKUM YPOBHEM CMELM-
(hMYecKnX aHTUTen Ha 2—5-1 Hepenax 3abonieBaHuMA
My 17 n 53 % 601bHbIX (COOTBETCTBEHHO MOOXE
n ctapwe 60 net) ¢ NHEBMOKOKKOBOW aHTUreHe-
MWUeid B paHHME cpoku 6onesHu. pu 3TOM MHEBMO-
KOKKOBas MOHOMHMeKLMa oTMevaeTcs nub y 28 %
6onbHbIX cTapwe 60 net n B 1,5 pa3a vauwe (42 %)
y nuuy 6onee monoforo sospacrta. NMHEBMOKOKK B ac-
counaumm ¢ ApyruMmum Bugamu YC/IOBHO-NaTOreHHbIX
6aKTepuii, HaNpoTWB, 4alle BbIABAAKTCA Yy B60MbHbIX
NoOXWNOro u crtapyeckoro Bo3pacta (B 54 % cny-
yaeB), Hexenu y nayneHToB monoxe 60 net (B 40 %
cnydaes; p<0,05) [1].

3aCl'Iy)KVIBaeT BHUMaHWA

[OCTATOYHO  BbICOKMWIA



yhenbHblli Bec O0NbHbIX C MWKOMNa3MeHHON MHeB-
MOHMel (Mo HawuMm AaHHbIM, 0T 8 ao 30 % B 3aBu-
CMMOCTU OT 3MWAEMUONIOTUYECKOWA CUTyauum B pas-
Hble TroAbl) W NernoHennesHom wHgekymnein (7,4 %
Ha 645 o06cnefoBaHHbLIX NauuMeHTOB), TpebyroLWwmnx
NneyveHNsa LPYruMu, Hexenunm 60/bHble NMHEBMOKOKKO-
BbIMW TMHEBMOHUAMW, aHTUOGaKTEpUanbHbIMKW Mpena-
paTamu.

HeCKoNbKO MHas cuTyaumns cKknafbiBaetca npu xXpo-
HUYeCKUX OpOHXMTax, rAe Hapsagy C Takoil Xe, Kak
M NpW OCTPbIX MHEBMOHMAX, BbICOKOW 4acTOTON Bbl-
feneHns MNHeBMOKOKKA BO3pacTaeT po/b reMogumib-
Hoin nanoykm (go 30 % 60MbHbIX) W MUOTEHHOrO
CTpenToKokka (B 25 % cny4yaeB), a YAeNbHblA BeC
YC/NIOBHO-NATOreHHbIX OaKTepuil KWULEYHOW rpynnsb
n apoxxenogobHbix rpmbos poga Candida pocTu-
raet cootsetrcTBeHHO 80 u 40 % (paHHble NOMy4eHbl
npu obcnefoBaHMn 60MbHbIX cTapwe 60 nert). Mo-
cnegHue, 6e3ycnoBHO, [aneko He BO BCEX Cyvaax
MOXHO OTHECTU K HenocpefCTBEHHbIM BO30yAUTENsM
XPOHUYECKOT0 BPOHXMTA, NOCKO/bKY BbICOKME UX KOH-
LeHTpauum B OGPOHXMANLHOM CeKpeTe OTMeyanucb
Yy He3HauuTenbHOl 4acTu 60NnbHbIX. OAaHaKo 06Ha-
PYXeHne 3TUX MMWUKPOOPraHM3MOB CBUAETENbLCTBYET
0 rNy60KMX HapyleHnaX MUKPOOMOLLEeHO3a BEPXHUX
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AblXaTeNbHbIX NyTeid, 4To onpefenset 6osnee TaAXenoe
TeYeHWe npouecca Ha (OHe CHMXeHWs o6Leid pe-
3UCTEHTHOCTM MaKpoopraHmama W co3gaeT npeano-
CbIIKW K BO3HWKHOBEHWIO BTOPWMYHBLIX WMHGEKUNA ny-
TeM acnupauum MUKpPOMAOpbl POTOBOWA  MOMOCTMW.
ECTecTBEHHO, UTO B 3TUX CUTyaLMAX TaKTWKa aHTU-
0aKTepnmanbHOW Tepanuu [JOMXHa CTPOUTHLCA C yue-
TOM BbISIBAEHHbIX (haKTOPOB.

Takum o6pa3om, He ymandss ponb MHEBMOKOKKa
N NMHEBMOKOKKOBOW WH(EKUMN B 3TMONOTMU U naTo-
reHese OCTPbIX UM XPOHWYECKUX 3ab0fieBaHWUII OpraHoB
AblXaTenbHOl cucTeMbl M 60NbLWIOK BKNag asTopa
CTaTbW B pelUeHWe fAaHHOW npobnembl, cnegyet OT-
JaTb AO/HKHOE W APYTMM, He MeHee 3HAYMMbIM, MUK-
PO6GHbIM areHTam, 4YacTo MPUHMMAOWMM Yy4yacTue
B Pa3BUTUM CMELUAHHbIX BPOHXO0NEr0YHbIX MHMEKLMWIA,
naToreHes KOTOPbIX W B3aMMOOTHOLLUEHMA MeXAy ac-
coymaHTaMy TpPeOYyHT fanbHERLero Mn3yyeHus.
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COCTOAHUNE AHTUMWUKPOBHOW 3ALWWNTbI NEFKNX Y KPbIC
C TOKCUYECKMM NErMOYHbIM ®UNBEPO30OM

HayuHo-uccnegoBaTenbCKUiA MHCTUTYT nynbMoHonorun M3 P®, 1. CaHkT-MeTepbypr

STATE OF ANTIMICROBIAL DEFENCE OF LUNGS
PULMONARY FIBROSIS

IN RATS WITH TOXIC

E. S. Lebedeva, L. N. Danilov, E. M. Eropkina, T. P. Ses, G. E. Aphynogenov, A. G. Bulychev

Summary

The single intratracheal bleomycin instillation was used to produce a model for the development
of pulmonary fibrosis in rats. The study of bronchoalveolar lavage fluid (BALF) was performed
at 1, 3, 7, 14, 30 days after bleomycin administration. An addition of BALF from bleomycin-treated
rats to theincubation mixture considerably supressed the reproduction of Staphylococcus aureus and
enhanced selfantiadhesive properties. The minimal adhesion (as well asthe maximal bacteriostatic
effect) was observed at 3th day post bleomycin. The index of adhesion remained lower than
in untreated rats for 30 days. The percentage of neutrophyls and lymphocytes in BALF significantly
increased post bleomycin. The increase of IL-2, IL-2, and natural killer activities and high
levels of elastase and collagenase were found after bleomycin instillation. It was supposed that, the
high antimicrobial activity of BALF may be conditioned byi defensive bacteriocidic functions of
stimulated neutriphyls and macrophages and the high activity of natural killer cells. Aseptic conditions
may play an important role in the inflammation transforming to pulmonary fibrosis.

Pe3ome
OfVHOYHas BHyTpUTpaxeasbHas WHCTUANAUMSA 6/e0OMULMHA UCMOMb30Bafach A5 CO3AaHUA MO-

Jenn pasBUTUSA NerovyHoro ¢ubéposa y Kpbic. MccnefgoBaHune XWUAKOCTU OGPOHX0a/bBEONIAPHOrO Na-
Baxxa (BALF) BbinonHanocb Ha 1, 3, 7, 14, 30 cyTKM nocne HasHayeHus 6neomuumHa. [ob6aBneHue



