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AktyanbHOCTh.  MHayuupoBanHas  xumuonpenaparamu  Hedipomatuss  (MXH)  ocraércs
JO30JIMMUTHPYIOIIUM  (PaKTOPOM  MPOTHBOOIYXO0JIeBOM Tepanuu. CHCTEMHBIE aHAJIBI€TUKU
o0agaroT orpaHu4eHHON 3()(HEeKTUBHOCTHIO, TO3TOMY HEOOXOIUMBI JIOKAJbHBIE, TATOI€HETHYECKU
obocHoBaHHble MeTojbl. Jlecencutuzanus TRPV1 aronuctom — kamcauiiMHOM, paccMaTpUBAETCs
KaK MEepCIEKTUBHOE PEIICHHUE.

Llens. Pa3paboTars mpoTokon nzydenus necencutuzanuu 1 RPV1 npu npuMeHeHnn OpUTrHHATIBHOTO
TPAHCAEPMAJIBHOIO KallCAaulIMHOBOTO IIacThIps B TpEX Moaessix MXH.

Meronsl u runote3a. Y B3pocibix kpbic Wistar HHAyIHMPYIOT HEHPONATHIO: MAKIUTAKCET 2 MI/KT
B/6p (Polomano, 2001), 6oprezomu6d 0,2 mr/kr B/6p (Cavaletti, 2007) u mucmiatua 4 mr/kr B/Op
(Cavaletti, 2000). OmnpemensroT MOPOrd TEPMHUECKOW THMIIEPAITre€3HH, XOJOIOBOH alUIOAMHUH,
MEXaHUYECKON HOLMUENIINH, a TAKKE KOOPAUHALMIO U ONOpHYI0 (pyHKIMI0. DKkcnpeccuto TRPV1 B
KO)KE€ W  JOP3IbHBIX KOPEMIKOBBIX TaHMIMAAX  AHATU3UPYIOT HMMYHOTHCTOXHMHYECKHU;
koHneHntpanuu IL-1pB, IL-6 u Genka c-FOS B koxke — metoom UDA. TpancaepmanbHas TUIEHKA Ha
OCHOBE XHTO3aH-CYKIIMHATa, cojiepkarias 8 % kancaunuua (2 X 2 cM), GUKCHPYETCsl Ha MOSICHUYHOM
obmacti Ha 30 MuH omHOKpaTtHO. KOHTpONM momydaror myctyro Matpuily Jmbo radamentuH 100
MI/KT  mepopaibHO. ['mmore3a: anmimkamus TUIEHKH TIOBBICHT — IOPOT  HOIMIIETITHBHOMN
qyBCTBUTEIBHOCTH > 30 % 0e3 yxyameHus MOTOpHOH GyHKUMU; 3PGEKT coxpaHuTcs > 4 Hel U
OyzaeT conmpoBoXKAaThCsl CHIXKeHHeM skcnpeccun TRPV1, a takxe yposneii IL-1p, 1L-6 u c-Fos.
3akmouenue. [IpenmoskeHHbId TPOTOKON OOBEIUWHSET TpH Bocrpou3BoguMbie Moaenn WXH,
CTaHJIAPTU3UPOBAHHBIC HOIMIENTHBHBIE U OMOXMMUYECKHE TOKA3aTeNH, a TAKKe OPUTHHAIBHYIO
JoKaJmbHYI0 (opMy KancauuuHa. Ero peanmuzanus TMO3BOJIMT  KOJIMYECTBEHHO CPaBHUTH
BBIPQ)KEHHOCTh HOLMIIENITUBHBIX U3MEHEHUH NpU AEWCTBUYU Pa3HbIX HEMPOTOKCHUYHBIX MpEnapaTos,
OIICHUTh TPOJODKUTEILHOCTh neceHcuTu3anmu TRPV1 u cBszare €€ ¢ BOCHaIUTEIbHBIMU
mapképamu. [lodydeHHBIE TaHHBIE CO3AAaAyT OCHOBY JIsi Pa3pabOTKH O€30MaCHBIX JIOKAIBHBIX

CpCACTB KOHTPOJIA 00JIM B OHKOJIOTHYECKOM IIPaKTUKCE.
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Background. Chemotherapy-induced peripheral neuropathy (CIPN) remains a dose-limiting factor in
anticancer treatment. Systemic analgesics offer only modest relief, underscoring the need for local,
pathogenetically sound approaches. Desensitizing TRPV1 with the agonist capsaicin is viewed as a
promising strategy.

Objective. To develop a protocol for studying TRPV1 desensitization produced by an original
transdermal capsaicin patch in three CIPN models.

Methods and Hypothesis. Adult Wistar rats will receive neuropathy-inducing agents — paclitaxel 2
mg/kg i.p. (Polomano, 2001), bortezomib 0.2 mg/kg i.p. (Cavaletti, 2007), and cisplatin 4 mg/kg i.p.
(Cavaletti, 2000). Thermal hyperalgesia, cold allodynia, mechanical nociception, coordination, and
weight-bearing will be quantified. TRPV1 expression in skin and dorsal root ganglia will be examined
immunohistochemically; cutaneous IL-1B, IL-6, and c-Fos levels will be measured by ELISA. A 2 x
2 cm chitosan-succinate film containing 8 % capsaicin will be applied to the lumbar region for 30
min once. Controls will receive an empty matrix or oral gabapentin 100 mg/kg. Hypothesis: the film
will raise nociceptive thresholds by > 30 % without impairing motor function; the effect will persist
for > 4 weeks and coincide with reduced TRPV1 expression and lower IL-1p, IL-6, and c-Fos levels.
Conclusion. The proposed protocol integrates three reproducible CIPN models, standardized
nociceptive and biochemical endpoints, and an original local capsaicin formulation. Its
implementation will enable quantitative comparison of nociceptive alterations caused by different
neurotoxic drugs, clarify the duration of TRPV1 desensitization, and link it to inflammatory
markers—Iaying the groundwork for safe, local pain-control options in oncology practice.



