


KT0 Mbl?

» KomMmaHaa cneumanncTtoB ¢ bonee yem 20-neTHUM
OMNbITOM B K/1IETOYHOU BUOTEXHONOMMN.

# OnbIT opraHn3aunn nponssoacTtea B BocTtouyHoOM
EBpone n ctpaHax KOro-BoctouHon Asnn.

+ B KomMaHOe ecTb cneunanncTbl N0 opraHmn3aunm
nokymeHToobopoTa B cootBeTcTBMU ¢ cCGMP,
BXOOHOIo 1 BbIXOOHOIO KOHTPOJIA KA4eCTBa,
Banpgaun Npon3BoOCTBEHHbIX METOONK.

+ PaspaboTaHbl nponpueTapHbie METOAbLI NPON3BOACTBA
NPOOYKTOB KJ/IETOYHOW Tepanuu.




[Tloyemy KneTo4yHas Tepanusa — 3TO
nepcneKTuBHoOe Hanpas/ieHVe B
3ApaBooXpaHeHnn?

* «Mgarkme» nogxoabl K peabvnutaumm i CHUXKXEHNIO
BOCMasneHnsi C NOMOLLbIO Me3EeHXMaNbHbIX
cTpomMasibHbIX Knetok (MCK).

* KoppeKkuus ayTOMMMYHHbIX 3(P(MEKTOB C MOMOLLIbIO
T-perynatopHbIX KNeTokK (Treg).

* lngnBmayanbHbIe NPOTUBOOMNYXOJIEBLIE MpenapaThbl
Ha ocHoBe TIL- n NK-kneTok.

*» «beckneToyHble» MeToabl Ha OcHoBe 3k3ocomMm MCK.




NMpoaykTbl KnetoyHou tepanun: VICK
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- MCK npounsBogntcsa Kak asiyioreHHbIV

npoaykT (He TpebyeT nHansmnayasbHOW
HapaboTKW).

- AhdhekTBEH ANa Tepanun

BOCNannUTeNbHbIX 1 ayTOUMMMYHHbIX
3aboneBaHuN.

- CTMynNupyeT pereHepaumnio cycTaBoB,

TKaHen neyeHm, coeanHnTenbHbIX
TKaHeW.

- DD EKTMBHOCTL ONA psga

3a00sieBaHN NoKasaHa B gecsaTKax
KITMHNYECKNX NCNbITaHUA.



[MpoayKTbl KJIeTOYHOU Tepanun: [-pernyIaTopHbIe KNETKM (Ireg)
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ayTOMMMYHHOWN aKTUBHOCTMW.

* |L-2 consumption
e |L-10, TGFB

. * He TpebytoT CUCTEMHON CynpecCcun.
* Metabolic control
(IDO, adenosine)

+ [1pon3BoOdaTCcH B ayTOJIOrMYHOM dopmMaTe
(M3 cobCTBEHHOU KPOBU YEN0OBEKA).

— * KNMHWYecKune ncnbiTaHNA NpPoOBOAATCS B
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[MpoayKTbl KNeTo4yHou Tepanun: NK-KneTk/
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[loHopckue NK-kneTkn obnapatoT
NPOTUBOOMNYXOJIEBON aKTUBHOCTLIO,
aKTUBHO NCCNEOYIOTCA B HECKObKUX
KJTMHNYECKNX UCTbITaHUAX B KOMOUHaUNK
C NHIIMOUTOPaMN KOHTPOJIbHbIX TOYEK.



NMpoaykTbl KNEeTOYHOU Tepanun: 5k30CoMbl MCK
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ok3o0coMbl U3 MCK He copepkaTt KNeTok,
obnapgatoT 6onee 6naronpPUATHLIM
npodunem bropacnpeneneHnsa n
noasiexxar 6osiee MArkon peryniatopuke.

[Tpn aTOM Bronornyecknn ap@exkT
9K30COM MOXET bbITb cpaBHuM ¢ MCK
Npv nokanabHOM NPUMEHEHUN.

O heKTNBHbI OIS NPO-PereHepaTUBHOIO
N NPOTNBOCNANNTENBHOIO NPUMEHEHUS.

PazpabotaH GMP-coBmecTMbIV MPOTOKOJ
HapaboTKN, OUYNCTKN N IMouIn3aunn
ak3ocom n3 MCK.

Tak>ke 3K30COMbI NpeacTaBnAaAroT
NepcneKTUBHbIN KOMMNOHEHT OIS
TepaneBTNYECKOWN KOCMETUKMN.



[1ns Ka>xaoro HanpasJIeEHUS KJIETOYHOW Tepannu
pa3paboTaHbl NPON3BOACTBEHHbIE METOAbI,
NPOTOKOJ1bl KOHTPOS KayecTBa 1 6a3oBblie
KJIMHNYECKNe pekomMmeHgaumm (Ha OCHOBE
nnTepaTypHbIX OaHHbIX).

B PO knetoyHasa Tepanms MoXXeT NPUMEHSTbLCS
KakK B PpeXXMMe rocnnTasnbHbIX UCKOYEHUIN (0N
opraHnsaumm n3 nepeyHs) — kak ubMKI1, Tak v

B KQ4eCTBE 3aperncTpmpoBaHHOro NpoaykKra —
Kak BTJII.




