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OyHIaMEeHTAIBHOH MPo0IeMOil peaHNMAaTOIOTUN SIB-
nsiercst pa3paboTKa METO/I0B BOCCTaHOBIIEHHS (DYHKITHIA To-
JIOBHOT'O MO3Ta ITOCJIe IEPEHECEHHOH HIIIeMUH U TOCTIeYI0-
et penepdysun. [myOnHa, a COOTBETCTBEHHO H TAKECTh
UIIEMHYECKU-PenepPy3nOHHOTO MTOBPEKACHHUS FOJIOBHOTO
Mo3ra y OOJIBHBIX C TPAaBMATHYECKUM M HETPABMaTHUECKIM
TTOBPEK/ICHUEM TOJIOBHOT'O MO3Ta YBEIMUUBAIOTCS IIPH T10-
BbIIIEeHNH TeMiepaTypsl Texa Ha 0,5°C wm 6omnee 37°C. B
9TOi1 cBsA3M Msirkasi TepaneBTuydeckas runorepmust (1T17) (32—
34°C) paccmaTpuBaeTCs Kak Han00JIee MHOTO00CIIAOIITHIA
(br3HYecKii METO HEHPOIIPOTEKTOPHOI 3aIHUTHI TOJIOBHO-
IO MO3ra.

BeiensioT cnemyromye MeXxaHu3Mbl HEHPOIPOTEKTOP-
Horo nericteua TT:

— WHTUOMpOBaHHE ACCTPYKTUBHBIX YH3MMATHYECKUX
peaxuuii (Ha 1,5% npu CHIDKEHHH TeMIIepaTyphl sSapa Ha
1°C);

— cynpeccusi CBOOOJHOPaANKAIBHBIX PEaKkIni;

— IIPOTEKIMA UNIACTUYHOCTH JIMIIONPOTEHHOB IIUTOIIa3-
MaTHYECKUX MEMOpaH;

— CHIDKEHHE TOTPEOIICHNS KHCIOPOia B PETHOHaX TOJIOB-
HOTO MO3Tra C HU3KHUM KPOBOTOKOM;

— yIydIIeHne JOCTaBKU KUCIOPOAA B UIIIEMUYECKHE 30-
HBI TOJIOBHOT'O MO3Ta U CHIDKCHHE BHYTPHUEPEITHOTO JaB-
JICHUS;

— CHIDKCHHE BHYTPHUKJICTOYHOTO JIAKTATAII1034;

— uHrHOMpoBaHNe OMOCUHTE3a U MPOAYKIIMH dKCAUTO-
TOKCHYHBIX HefipoTpaHcMUTTEpoB [Alzaga A.G. et al., 2006;
Safar P, Kochanek P.M., 2002; Smith T.L., Bleck T.P., 2002].

B nacrosiiee Bpems usyuaercs Bnusaue Msarkoit TI Ha
BOCCTaHOBJICHHE HEBPOJIOTMUECKOTO CTaTyca y KOMaTO3HbBIX
OOJBHBIX C YEPEITHO-MO3TOBON TPaBMOW, MHIYLUPYEMOU
MOBEPXHOCTHBIM METOJIOM OXJIaXACHHUS C TOMOIIBIO THITO-
tepma CSZ “Blanketrol II”. Onpesnenstorcst onTuManbHast
nponoipkuTenabHoCTh TT, ypoBeHs TEMIIEpATypHI SApa, CKO-
POCTb OXJIQXKACHHS U COTPEBAHMS TeJa.
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Fundamental task of critical care medicine is the deve-
lopment of the methods recovering the brain functions after
previous ischemia and following reperfusion. The depth
and, correspondingly, severity of ischemic-reperfusion
damage in the patients with traumatic and non-traumatic
brain impairments increase with the rise in body temperature
by 0.5°C or higher than 37°C. In this connection a mild thera-
peutic hypothermia (TH) (32-34°C) is considered as the
most promising physical neuroprotective method of brain.

The following mechanisms of neuroprotective effect of
TH may be defined:

—inhibiting of destructive enzyme reactions (by 1.5% at
nucleus temperature reduction by 1°C);

— suppression of free radical reactions;

— protection of plasticity of lipoproteins of cytoplasm
membranes;

— reduction of oxygen consumption in brain regions
with low blood circulation;

—improvement of oxygen deliver into ischemic zones of
brain and reduction of intracranial pressure;

—reduction of intracellular lactacidemia

— inhibition of biosynthesis and production of excito-
toxic neurotransmitters [Alzaga A.G. et al., 2006; Safar P.,
Kochanek P.M., 2002; Smith T.L., Bleck T.P.,2002].

Now the effect of mild TH on recovery of neurological
status in comatose patients with cranial-brain traumas indu-
ced with cooling surface method using hypotherm CSZ
“Blanketrol I1” is under study. Optimal duration of TH, the
nucleus temperature level, cooling rate and body warming
were determined.
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