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E. A. Bardahchyan, E. I. Palchikova

The Ultrastructural Improvements of Direct Influence of
Endotoxin on the Endothelium of Myocardial Vessels
and on the Coronary Arteries

Summary

It was established that the perfusion of the heart with endotoxin, performed
during 30 minutes, causes direct alterations of the endothelial cells of capillaries and
arterioles. As for the coronary arterles, the most significant injuries are observed In

ts lnner membrane.
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AKTUBALIMSI PE3EPITHHOM XOJIMHEPTUYECKHUX
MPOLIECCOB B CEPJLE IPH 3KCIEPHMEHTA/IbHOM
TMMNEPTUPEO3E

Pe3eplHH HCOONL3YeTCH B SHAOKPHHOJOrHYECKOR NMPAKTHKE /A JNeYeHAR W mpenonepa-
LHOHHOA MOAroTOBKH GOMBHHX REPPYIHHIM TOKCHYECKHM 3000M.

Llensio Hacrosmed paGoTsl GHUI0 BCECTOPOHHEE H3YUeHHE BJHSHHA De3epOHAA HA CHH-
Te3s, Co/epxKaHHe H THAPOJH3 AUESTHIXONHHA B CepAle NPH SKCIEPHMEHTAJALHOM rHIEPTH-
peo3e.
Marepuaa u merods. OmETH MOCTAaBJeHH HAa GenlXx Kpucax maccoft 150—180 r. Tu-
NIepTHPEO3 BHI3HBAJIH MEpOPaJbHLIM BBefeHHeM THpeoBaHEa (1 r/kr maccw Tena B TeweHue
10—12 zneir). Pesepmun (paycexan 0,25%) BBOAHAH BHYTPHOPIOWHHHO B 03¢ 7,5 Mr/Kr.
CozepianHe alETHIXOMHHA ONpeNeNsNH GHONOrHYECKHM METOHOM ® BHIPAXAJIH B HAHOMO-
aax Ha | r cexell TKaHH. AKTHBHOCTH XOJHHALETHATPAaHC(HEPasH TaxKe ompeAensid GHo-
JIOTHYECKHM METOJAOM 'H BBIDAXKaNTH B MHKPOMOJIAX AUETHJXOJHHA, CHATE3HPOBAaHHOro I r
aleToHH3NPOBaHHOA TKaud B Tevenwe | wac. O xonHHICTEPAa3HOM AKTHBHOCTH MHOKApAa
CYASJIH MO THAPONH3Y AUETHNXONHHA, aleTH/I-6eTa-MeTHIAXONHHA H GeHsonnxonnua, Haren-
CHBHOCTb THAPOJIH3A ONpEAEeNs/IH MaHOMETDHYECKH H BBIpAaXKajH B MHKpOMOAsx cybcrpara,
pacienyesHoro 1 r TKaHR NpefOePAHA HJIH XKeJyAOuKOB B TeueHHe 30 MEH.

OnxoxpaTnas HEBEKIHS De3ePIMHA OKas3ajia CTHMYyJHpylomee BOSAeCTBHE HA YpOReHHb
AUeTHIXONHHA B CepAUe rHNEPTHPEOHAHHX XHBOTHHX. Hopmamusyomu# spdexr pesepnuua
MPOSIBHJICA CNYCTA 8 Wac mocse BBeAEHHA. B jkesymouykax cepAua COAEpIKAHHE AUETHIXOMA-
Ha yseqnynnocs Ha 43,1% (1,44:0,002; 2,06+0,127; P<0,002) # HOCTEr/IO CcpedHero
YPOBHS, YCTAHOBJICHHOTO HAMHK A/ KOHTPOJbHBIX -KPHC. Ilpeacepaus oxasanHcs Gosiee pe-
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CTBHIO nra. Chnycrs 8 yac mocne MPBEKUHR YEeNHenHe aneTna-
:mr?&x;;ianuo nl::p 10,5%. ToabKO K KOHLY CYTOK B NPEACEPAHAX NPOH3ONIAO-
CylleCTBEHHOE YBeJHYEHHe MeAHaTopa (16,32+0,641; 20,02+0,512; P<0,05).

BansHHe peseplFHa Ha XOJHHAUETHATPaHC(ep23y MROKIPAA NIPOSBHAOCH JHIIDL nep-e.'&
94 gac TMocae HHBEKIHH, KOrAa aKTHBHOCTb €e B JKeAyAOYKax A0CTOBepHO Bospocna (3,36
0,228; 4,40+0,233; P<0,01). Ilosumenxe BKTHBHOCTH STOro (hepMenTa B NpeACEPANSX
e JOCTHIJIO CTATHCTHYECKH 3HAYAMHX BeJHYHH.

Ha xonuHsSCTepasHy)0 aKTHBHOCTb MHOKApAa pesepnkH OKashiBaJ YrHETalollee BIHSAHME..
Cnycra 8 wac mocse HHBEKIHH Npenapara CyMMapHas XOAKHSCTepasHas aKTHBHOCTH Mpea-
cepanit  (cyGeTpaT—aleTHAXOJHH) CTana AOCTOBEPHO HHXKe Ha 10,9% (138,60+-6,730:
123,49+2,523; P<0,05), xeayaoukoB—na 23,4% (36,013,456; 27,60+0,636; P<0,02).
Tlpunenenne An(depeRnHanbHEX Cy6CTPATOB NOSBOAKAO YCT2HOBHTE, 9TO HSMENEHHe CyM-
MapHOil aKTHEHOCTH NPOHSOIIO 38 CYeT NCeBAOXOAHHICTepasu. B NpeAcepAHsX ee aKTHB-
HoeTh OHa2 moaaBaena Ha 21,5% (85,98-+3,682; 28,26+0,899; P<0,05), B XKeaynoukax—na
23,0% (15,21+1,439; 11,71+0,333; P<0,02).

Ha ocHOBaHHE NOJYYeHHHX JAHHHX MOMKHO 3aKJIOUHTL, 9TO TEpaneBTHUYecKHA spoext
PesepnHAa NPH JeyemiH GoabHHX AHGDQYSHEIM TOKCHUECKHM 3000M CBS32H HE TOJBLKO C €ro
CHMITaTHYEOKHM JeficTBHEM, HO H CO CNOCOGHOCTHIO YCHJAHBATH XOJHHEPrHYECKHEe NpoLecCh:
B cepAaue.

TepHONONLCKHA MEAMUHHCKHA HHCTHTYT Tloctymana 26/VI 1985 r-

b. B. UWrundu, 9. 4. SU3SNFPE, b. L. To3LLIN

SNPLLLUILULY FO YL LATFDILNRRSLY FOUTBLUY UPSHRT
RALPLEMEPY APNSLULLIP BUSPAUSNRUL NBALIrABLAY,
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E. A. Markova, V. V. Faifura, I. N. Deikalo

Activation of Cholinergic Processes in Heart by Reserpine:
in Experimental Hyperthyrosis

Summary

Experiments on rats with experimental hyperthyrosis showed that reserpine
Increases acetylcholine content in the heart. It is due to rising of chollnacetyltrans-
ferase and reducing the fermentative hydrolysis of mediator. Therapeutic effect of
reserpine in treatment of the patlents with thyrotoxicosis is attributable to sympa-
tholytic actions as well as to stimulating effect. on cholinergic processes in the
heart. .



