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TOBY XYPAAHIYN
Capas: XaBcaprbiH C5a aHadunarokcuHbl C5aR 6onoH C5L2 peuentopyyabir
XYHUW aTepoCKepo3biH TOBPYYHbI Ye WaTyyaan TOAOPXOWNCOH Hb
3opunro: XascaprelH C5a aHadwunaTtokcuHbel coHrogor C5aR  (CD88) 6onoH
XapbLUaHryi LWnHI3p HaaracsH C5L2 (Cba receptor-like 2) peuenTtopyyablH UNP3nuinr
XYHUW aTepoCcKnepo3biH TOBPYYHbI ye LwaTtyyaan ToOA0pPXOoMnox
CypanraaHbl apra 3y 6a yp AyH: OHOApPTEPUOIKTOMWUWH Xaranraaraap aecaH
aTtepocKnepos3blH eepynent 6yxun cygac OoOnoH 3agnaH LWWHXWUIMASHUA yen aBcaH
AMrar eepynenTryi Cyachir aTepoCKnepo3biH TOBPYYHbI Ye WwaTtyyaan aHrunad, ye wart
Tyc bypa ChaR, C5L2 peuentopyyabir MMMYHOTMCTOXMMWAH BornoH [IMY-biH apraap
WUNPYYN3H, OYH WWHXUNTI3 XMNC3H. QAraap peLenTopyys Hb XYHWA 3Mrar eepunentrym
cygcaHp Togopxowunorgooryi 6ornoBd TOBpYyHbl Byx amrar ye watyygan WMNapcaH.
C5aR peuenTtop Hb TOBPYYHbl aXHWA ye waTtHaac (Il ye war) oruom mxacd, uaawwmg
TOBPYYHbl JaaMxXupcaH ye wwaTtyyaan uxaap togopxounoracoH. Xapud C5L2 peuentop
Hb aaXvM UX3cy CYYNUMWAH ye waTtyyaad MeH Uxasp Togopxownorgox bancaH. C5L2
peuenTopbiH UNP3X 3CUAr MMMyHOMNyopecLueHUMAH aaBxap OyarmnH apraap bygax
LUMHXKITAX3A, 9HA Hb MX3BYNAH Makpodar ac, LeeH TOOHblI HeNTpodun BONoH aHAoTeNb
acyya 6ane. VcanpcaH BHJM (oxLDL-oxidized low density lipoprotein)- 33p 6ynaracaH
ncanacaH eex Toc 3anrmcaH acyyn CbhaR, C5L2 peuentopyyabir 33par aryyncaH
BancHbIr ~UMMyHonyopecueHUUiAH aaBxap 6yarMnH apraap UNpyyncaH.
OyrHanT: XaecapreiH C5aR, C5L2 peuenTtopyya Hb XYHUIA aTepOCKNepo3biH TOBPYYHbI
byx amrar ye waryygag mxasp wunapd banHa. CSaR peuentop WMNapcaH acyyad Hb
TOBPYYHbI Ye LaT Aaamxpax fBuag eex TOCbIr 3anrMcHbl yrmMaac X3BWWH yen 3CUIH
poTtop banpnax C5L2 peuentop acuinH ragapryy 03ap rapdy C5aR peuentopton 33par
nnapy banraa Gereen aH3 Hb ucanacaH BHJIM He peuenTopyyabliH 6anpnang Heneemk
Davraar xapyymk 6anHa. ATepocKnepo3biH TOBPYYHbl 3XHUW ye waTyyaaa YPIBCIUNH
acyyn CbhaR peuentopoop TartargadH uyrnapaxbir C5aR  peuentop aHTaroHUCTbIr
X3P3rNaXK XOPUrNOCHOOP TOBPYYHbl YP3BCNI3C Xxamraanax OO0noMXTOW rax y33x
YHO3cnan 6anHa.

Tynxyyp yr: Atepocknepos, C5a aHacunaTtokcuH, C5aR, C5L2, MicangcaH eex Toc.



ABSTRACT
Expressions of both complement C5a receptors (C5aR and C5L2) in stages of
human atherosclerotic plaques
Objective— The aim of this study is to elucidate the stage-dependent expression of the
two functional complement anaphylatoxin C5a receptors, the classical proinflammatory
receptor C5aR (CD88) and newly identified C5L2 (C5a receptor-like 2) receptor in
human atherosclerosis.
Methods and Results — Human atherosclerotic plagues obtained by endarterectomy
and plaques from autopsied specimens as healthy controls are staged in different
atherosclerotic plaques and analysed for the expression of receptors C5aR and C5L2,
by immunohistochemistry and quantitive PCR. Both receptors are expressed in all
pathological plaque stages excluding healthy controls. C5aR increased suddenly from
early stage Il and the expression remains stable through plaque progression. C5L2
increases over time, expressed prominently in all late stages of pathological lesions.
Using double-immunostaining for colocalization, C5L2-expressing cells were identified
mainly as macrophages, less in neutrophils and some of endothelial cells. Interesting
finding is that oxidized LDL (oxLDL)-positively stained cells were colocalized with C5L2-
and C5aR-positive cells, as determined by double-immunofluorescence staining.
Conclusions— The important finding of this study is the identification of C5aR and C5L2
in all pathological stages of atherosclerotic plaque development. Early lesions
significantly express more C5aR, may indicate that inflammatory cells are initially
recruited to plaques through C5aR. During plague development, C5aR-expressing cells
are locally activated by uptaking oxidized-lipoproteins, express intracellular C5L2 on the
cell surface and colocalise with C5aR. A therapeutic strategy that takes advantage of
blocking the recruitment of C5aR-expressing cells in the early phase of atherosclerosis
using C5aR antagonist might be protective against inflammation in atherosclerosis and
may prevent from atherosclerotic plagues.

Key words: atherosclerosis, complement C5a receptors, C5aR, C5L2 and oxLDL.
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