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HccnenoBanne mpoBeneHo Ha 60 kpwicax JmHuM Wistar, pa3nen€HHbIX Ha IIeCTh rpymi. B mMomenu
UIIEMUYECKOTO WHCYIIBTa MCIONB30BaH (poTomMHIynnpoBaHHbIH TpomO03 (DPT). DkcnepumeHTambHbIE
rpynnsl nojBepraiuch runepkanauueckoil runokcun (I'T), Hopmobapuueckoit runokcuu (HI) wim
nepmuccuBHO runepkanHuu (I117); KOHTpoNIbHBIE TPYMIIBI AbIIIAIN aTMOC(HEpPHBIM BO3ayXoM. [ pynma
[T+IQ1s monmomuuTensHo monydvana mpemapar [Q1s BHYTpHOPIOMIMHHO 3a MATH JHEH 0 TPETHETO
tectupoBanus. l[loBegeHueckoe TecTUpoBaHHE (POTOPOM, CyXKAaromascs MOpoXxKa, Mmkama NSS)
IIPOBOJIMJIOCH 10 MHCYJIBTA, YE€pe3 TPU JIHA MOCIE HEro U nocie 15-1HEeBHbIX Ia30BbIX TPEHUPOBOK. B
rpynnax I'T u I'T+IQ1s Ha cyxaromeiicss TOpoKke OTMEUeHO cHUkeHue omubok (1o 80 % mns
nepenHux u 72 % nst 3aguux nam). Ha poropone y rpymnmel [T+IQ1s Mennana BpeMeHu ynepikaHus
OCTaBajach Ha YpOBHE UCXOMHBIX 3HadeHu# (146,05 ¢ no uncynsra, 120,1 ¢ mocne uncynwra, 147,75 ¢
nocJie JiedeHus ), B To BpeMs kak B rpynne HI' moxazarenu yxynmanuce. [lo mkane NSS yxynmenue
takxke 3adukcupoBano B HI. Mopdomerpus nokaszana cHuxeHue oobema nHdapkra B rpynmnax I['T u
IT+IQIs nmo cpaBHeHHIO ¢ KOHTpojieM (ymeHblieHue Ha 55,14% u 48,26% COOTBETCTBEHHO), UTO
noATBepKAaeT Helporutactuueckuit 3pdext I'T — ymeHbleHNe ABUTAaTENbHOTO AeduiuTa U o0beMa
UIIEMHYECKOTO MOPAKEHHUSI.
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The study was conducted on 60 Wistar rats divided into six groups. A photochemically induced
thrombosis (PIT) model was used to simulate ischemic stroke. Experimental groups were exposed to
hypercapnic hypoxia (HH), normobaric hypoxia (NH), or permissive hypercapnia (PH), while control
groups inhaled atmospheric air. The HH+IQ1s group additionally received intraperitoneal injections of
IQ1s for five days prior to the third behavioral testing. Behavioral testing (rotarod, narrowing beam,
NSS scale) was performed before stroke induction, three days after, and following 15 days of gas
training. In the HH and HH+IQ1s groups, the narrowing beam test showed a reduction in errors (up to
80% for forelimbs and 72% for hindlimbs), indicating motor function recovery. In the rotarod test, the
HH+IQ1s group maintained median retention times comparable to baseline (146.05 s before stroke,
120.1 s after stroke, and 147.75 s after treatment), whereas the NH group showed deterioration.
According to the NSS scale, neurological impairment was also observed in the NH group. Morphometric
analysis showed a decrease in the volume of infarction in the GH and GH+IQ1s groups compared with
the control (a decrease of 55.14% and 48.26%, respectively), which confirms the neuroplastic effect of
hypercapnic hypoxia — a decrease in motor deficit and the volume of ischemic damage.

Funding: The work was supported by a grant from the Russian Science Foundation 25-25-00101



