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Anb”oranus

MpbI usyumamu cnocobHocTh nentuma causuust FP1 S-6enka koponaBupyca SARS-CoV-2 dopmupoBarh mopbl B MeMOGpaHax
B 3aBMCUMOCTH OT JIMIIMIHOTO OKPYsKeHMsl. MexXaHu3Mbl TaKOM aKTMBHOCTM aHAJIOTMYHBI IeCTBIUIO aHTUMUKPOOHBIX MMenTuaoB. B pe-
3y/IbTaTe MeNTUA-TATUIHOTO B3aMMOIEICTBIUS TPOUCKOAUT MepepacipenesieHne MenTuaoB Ha 060X MOHOC/IOSX MeEMOpaHbl, KOTOPOe
MIPUBOAMT K MHTMOMPOBAHMIO TIOC/IEAYIONIETO (GOPMUPOBAHMS TTOP.

Abstract

We studied the ability of the FP1 fusion peptide of SARS-CoV-2 coronavirus S protein to form pores in membranes depending
on the lipid environment. The mechanisms of this activity are similar to the action of antimicrobial peptides. As a result of the pep-
tide-lipid interactions, a redistribution of peptides occurs on both membrane monolayers, which leads to inhibition of subsequent pore
formation.

Kopounasupyc SARS-CoV-2, Bos6yaurens nanmemun COVID-19, otHOCHTCS K KiacCcy 060JI0YEUHBIX BUPYCOB
¢ nosioxkutesibHOM 1enbio PHK. I'eHoM Takux BUPYCOB CIIPSITaH B 6E€JIKOBOM KarCue, OKPY>XeHHOM JIMITUIHOM MeMOpa-
Hon. I'enom SARS-CoV-2 xommpyeT 4yeTbIpe OCHOBHBIX CTPYKTYPHBIX OeJika: MoBepXHOCTHbIN (S), Mem6panHbiii (M),
o6onoueunsiit (E) u nykneokancuansii (N) [1]. Besok S onocpenyet cBs3piBaHMe BUPYCa C PEIIENITOPAMM HA TIOBEPXHO-
CTY KJIETKU-XO3sIMHA, YTO MPUBOAUT K CJIMSTHUIO BUPYCHOM U KJIETOYHOV MeMOpPaH ¥ MPOHUKHOBEHUIO BUPYCA B KJIETKY.
ITOT GEJIOK COCTOUT U3 IBYX (DYHKIMOHAJIBbHBIX CYOBEAVHUIL: PELeNTOP-CBsA3bIBaoIIel S1 1 ormocpenyolein CausHmue
S2, koropas comepskut nerntup cavsiaus FP. B pesynbrare KOHGOPMAIMOHHBIX IepeCcTpoeK B S2 MPOMCXOOUT BBIXOL,
nentuaa CJaIMsaHus C ero 1ocjeayrimym IIPOHNMKHOBEHEM B MEM6paHy KJIETKU U I/IHI/IIH/IaLU/Ief/i BUPYCHOI'O CJIMSTHUS.

IMerrrun cmstamst S-6enika koponaBupyca SARS-CoV-2 Brimouaer gBa yuactka, FP1 u FP2, pacmonoskeHHbIe
Ha N- 1 C-KOHIE COOTBETCTBEHHO. JTa IMOC/IeI0BATeIbHOCTh COIEPIKUT BHICOKOKOHCEPBATUBHBIE CPeAV KOPOHABUPYCOB
y4acTku [2, 3], 4TO IesaeT ee MepCreKTUBHOM MUILEHBIO AJI Pa3paboTKy HOBBIX MTPOTUBOBUPYCHBIX CPENCTB. BbUIO mo-
Ka3aHo, uTo yyactok FP1 mentuna cimsHms criocobCcTByeT 06pa3oBaHMIO IIOP U M3MEHSIET MEXaHUUYECKME CBOVICTBA MEM-
6paHbl, mpuyeM 3hHeKT MOZYIMPYIOTCS COCTAaBOM MeMOpaHbl M MexaHuueCKuM HarpspkeHueM [4]. Takast cnoco6HOCTD
MenTUa0B (OPMMUPOBATh MOPHI B IUIMAHBIX MEMOPaHaX CBOMCTBEHHA TaKyKe aM(PUIaTUIeCKUM aHTUMMUKPOOHBIM HEenT-
nam. Panee Hamu GbUIM YCTAHOBJIEHBI (HU3MKO-XMMUUECKIME MEXAHU3MbI JEMCTBYS aHTMMMKPOOHBIX MENTUIOB [5, 6],
KOTODbIE TPEATIONAraloT IepepacipenesieHe MenTUaoB MesKay MOHOCJIOSMY MeMOPAHBbI, IIOC/Ie Yero CaMy SKe MeNTHU IbI
MHTMOUPYIOT AasibHeNIIee 06pa3oBaHye 1mop.

B Hacrosimieil pabore ¢ MOMOIIBIO MeTOAA KOH(MOKAIbHON (HIyOpeCleHTHOM MMUKPOCKOIIMY Mbl U3YUMJIA CIIO-
cobHoctb yuactka FP1 mentupa ciusius S-6enmka koponasupyca SARS-CoV-2 dopmuposaTs 1 MHrMOMPOBATh MOPBI
B JIMMUOHBIX MeMOpaHaX. Ha cucreMe rMraHTCKMX OTHOCJIOMHBIX BE3MKYJ MbI IMOKasauu, uyto amcopbims FP1 B mu-
KPOMOJISIDHBIX KOHIEHTPAIUSIX MPUBOAUT K (GOPMMUPOBAHMIO MOp B MEMOpaHaxX pasauyYHOrO COCTaBa, TOrAA Kak MpeJ-
BapuTeJbHas 06paboTKa MEMOPAHbI MENTHAOM B HAHOMOJISIPHOM KOHIEHTPAIVM IIPUBOAUT K MOC/IENYIOIIEMY UHIMOW-
poBaHMi0 ¢popmupoBaHus mop. Takoi 3¢ deKT GIOKMPOBKM HaBMIOOAeTCsS U AaXke YCWIMBAETCS P 3aMeHe IMenTuaa
cusiiust FP1 Ha aHTMMMKpPOOHBIN MenTua MaravHuH-1. BaskHbIM SIBJIIETCSI TO, UTO OOHApY>KEHHOE HaMM CBOVICTBO
MOAIPa3syMeBaeT YHUBEPCATbHOCTh PU3MKO-XMMUUYECKUX MEXaHM3MOB MENTUA-TUMMIHBIX B3aUMOLEICTBUI IJis BUPYC-

" WccmenoBaHye BbIMOJHEHO TIpK ToAaepkKke MMHMCTepPCTBa HayKy 1 BbICIero o6pasoBanus PO.
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HBIX ¥ aHTUMMUKPOOHBIX MENTHUIOB ¥ MOKET CTaThb OCHOBOM J1JI1 pa3pabOTKY HOBBIX IMOAXOMOB K CO3MaHMUIO TPOTUBOBM-
PYCHBIX IIpernaparoB.
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