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AHHOTanMA

Viccnenosany MOMyJISIMIO CUHYCOMIATbHBIX SHAOTEIMATbHBIX KIETOK B IIeYeHn, oasepriieiics pesekuum 70 % opraxa, B Iu-
HamuKe Ha 1, 3 u 7-e CyTKM TIOC/Ie peseKIni, C IpeIBapuTeIbHbIM yaaeHneM cesie3eHKky 1 6e3 Hero. C IOMOIIIBIO TPOTOYHOM IATOME-
Tpun onpenennau komuectBo VCAM-1 u VE-kaarepuH-TmooKUTEIbHbIX KIETOK. AHAIN3 TpaHCKPUIITOMOB MukpountoB Clariom™
S Assay BbIsSIBUII O6OTallleHMe CIIeAYIONMX CUrHAIBbHBIX myTelt: myTh PI3K-Akt-mTOR, myTh GokaabHOM agresun u myTb XeMOKMHOB.

Abstract

The population of sinusoidal endothelial cells in the liver with 70 % resection was studied dynamically on days 1, 3 and 7 af-
ter resection, with and without splenectomy. Using flow cytometry, the number of VCAM-1 and VE-cadherin-positive cells was deter-
mined. Analysis of the transcriptomes of the Clariom™ S Assay microarrays revealed enrichment of the following signaling pathways:
the PI3K-Akt-mTOR pathway, the focal adhesion pathway and the chemokine pathway.

BBenenne

O6umpHbIe KIMHUYECKYE Vi JJabOpaTOpHbIe MCC/IeAOBaHMS ITOKA3bIBAIOT, UTO CIVIEHIKTOMMSI YCKOPSIeT pereHepa-
IUIO TIeUueH!, OMHAKO TOYHbIE MEeXaHU3MbI 3TOTO 3¢ deKTa OCTAITCS MaJou3yyeHHbIMU. Lleb uccaenoBaHus — OIEHUTD
BJIVISTHVIE TTPEIIIEeCTBYIOIIEN CTUIEHIKTOMMM Ha COCTOSTHYE CMHYCOUAABHBIX SHAOTEMAIbHBIX KieToK (COK) n mmmyHo-
dbeHoTHIT MMMOOLMTOB B OCTaTOYHOM TeueHy mocie 70%-i1 pe3eKuyy Ha MBILIVMHOV MOJEN.

Marepuaaibl ¥ METOABI

MpbI111, KOTOPbIM 3@ 7-€ CYTOK OO YacTuuHo remnarakromum (70 %) mpoBomwIM CIUIEHSKTOMMIO MJIU OCTaBJISUIN
ceneseHKy uHTakTHOM. @eHotunmupoBanme COK ¢ momolpio mpotoyHoii muromerpun: srcmpeccust VCAM-1 (CD106),
VE-cadherin (CD144), CD31 (PECAM-1), unterpuu a5 (CD49e). Anontos u npoimdepanys: Annexin-V+/PI+ u Ki67+
C3K. JImmdormtei: CD3+ n CD161+ (NK1.1+) ki1eTku B pereHepupyrolieil TKaHu.

PesynbTaTh!

Hp]/[ aHa/in3e MMMYHHOTI'O (l)eHOTI/[Ha CUMHYCOMOAJIbHbIX S3HOOTE/IMAJIbHBIX KJI€TOK Yy CIVIEHOKTOMMPOBAHHBIX XU-
BOTHBIX ObLJIO BbIsiBIEHO cHIDKeHMe umciaa VCAM-1 (CD106)+ COK wHa 1-11 u 7-if AHM MOC/Ie remnarskTomuu. oss
VE-cadherin (CD144)+ kyeToK Takke yMeHbIIaJach K 7-My IHIO B IpyIIe co cruieHskromueir. Uro kacaercss CD31
(PECAM-1), To Ha 7-e cyTKM Habsomasach TeHAEHIMST K cHiskeHmto uncia CD31+ knetok (p = 0,06). Okcripeccust
nurerpuua o5 (CD49e) ocraBasach 6e3 3HAUMMbBIX M3MEHEHNUI B 00eMx rpymmax. VcoienoBaHme amonTosa u nposmde-
paumyu COK mokasaso, 4to Ha 1-ii IeHb MOC/Ie Pe3eKUNY Y CIUIEHIKTOMMPOBAHHbBIX JKMBOTHBIX OTMEUAIOCh 3HAUUTETBHO
60JIbIlIe aNONTOTUYECKUX KIeTOK (Annexin-V+/PI+). Ha 3-i1 u 7-i1 gHM anonTo3 MpeuMyIeCTBEHHO PerucTpupoOBaIN
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B I'PYIIIE C COXpaHEHHOM cejieseHKou. [1pu atom npommdepaimst COK (Ki67+) 6bl1a Ha BCeX BPEMEHHBIX TOUKAaX 3HAUM-
TEJIbHO HM>KE Y JKMBOTHBIX ITOCJIE CIVIEHOKTOMMM, M MHBIX CTATUCTUYECKM 3HAYMMBbIX pasnwmﬁ BBISIBJIECHO He 6])1)'[0. JInm-
douurapHas MHQWIbTpALMS IIeUeHN TaK)Ke 3aBMCesia OT Hajauuus ceyeseHku. Ha 3-ii menp nocte pesekiyn uncyio CD3+
JMMGOIUTOB CYIECTBEHHO CHMKAIOCH B TPYyIIIe cIruieHsKToMmu. Kpome Toro, yske Ha 1-11 [eHb Iocyie onepanuu B 3Ton
Ke TpyIine o6HapyKMBaoCh 3HaunTeabHO MeHbille CD161+ (NK1.1+) k/1eToK, a K 7-My [HIO COXpaHsJIaCh TEHIEHIIVS
K MX CHVDKEHUIO, XOTSI OHA HE BCEra JOCTUraia YPOBHS CTaTUCTUUYECKO 3HAUMMOCTH.

BoiBoabl

[IpenBaputenpHasi CIUIEHIKTOMMSI ITPUBOAMUT K TOLABJIEHMIO MPOBOCIIIATENIBHOM aKTMBALMM CUHYCOUAAIIb-
noro suporemst (| VCAM-1, VE-cadherin), 4To cOmpoBOKAAeTCSI CHMsKEHMEM Mmomyssiiyy rponudepupyommx CIK
(Ki67+). Ilepemeliienne MMKOB aronTo3a: paHHUN alloONTO3 B CIVIEHIKTOMMPOBAHHOM I'PYIIIE, TO3AHUII — B MHTAKTHOM.
‘YMeHblIIeHe SKCIPeCCU MapKepoB aKTMBAIMM HIOTEINSI KOppeaupyeT ¢ ymeHblienneM nputoka CD3+ u NK1.1+
JIMMQOLUTOB — MOTEHLIMATbHBIX MHIMOUTOPOB pereHepalyn.

3ak/IoueHue
Takum 06pa3soM, CIUVIEHIKTOMMSI CHVSKAET SHAOTEIMAIbHO-OIIOCPEIOBAHHYIO BOCIAJINTEIbHYIO PEAKIIO U JINM-
douuTapHy0 MHPWIBTPALIMIO, UTO MOXKET CIIOCO6CTBOBATh Gosiee 3 (PEeKTMBHON pereHepaluy MeyeHn.



