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MOJIOYHOI 3a7103H, aJCHOKAPIIMHOMH JIET€Hb, CEY0BOT'0 MiXypa Ta KapIIMHOMH SIETHU-
KiB.

Ha choroniti ofiHi€r0 3 BaXJIMBUX IPOOJIEM Tepamii paKy € MoJ0JaHHA MiHIMa-
JHHOT 3aJIUIITKOBOT XBOPOOH, BUKJIMKAHOI TUCEMIHAINEI0 MyXJIMHHUX KIITHH Ta YTBO-
PEHHSM HE BUSBJIICHUX KJIIHIYHUM CIIOCOOOM MiKpoMeTacTasiB. MeracTtasu, siki yTBO-
PIOIOTHCSI TICHSL XIPYPriYHOIO BUAAJCHHS MEPBUHHOI MyxyuHHU, y 90% BuUnaaxis
CTalOTh NMPUYMHOIO CMEPTI OHKOJIOTTYHUX XBOpUX. BueHi [HCTUTYTY ekcnepuMeHTa-
JLHOI MaTOJIOr11, OHKOJIOT1I Ta paaiodioiorii iM. P.€. Kasenskoro HAH VYkpainu Bu-
SIBWJIA 3B’SI3KM MK PIBHSIMHU aKTUBHOCTI JKEJIaTHHA3 Y KICTKOBOMY MO3KY 1 CTalisIMH
3aXBOPIOBAHHSI, PIBHEM METACTa3yBaHHS Ta HASBHICTIO JUCEMIHOBAHUX IMyXJIMHHUX
KJIITHH Y KICTKOBOro Mo3Ky xBopux Ha PIII. ToMy € akTyanbHUM NpOJOBKEHHS J10C-
nipxenHs poji MMII B yrBopeHH1 Ta mepeliry MiKpoMmeTacTas3iB IiCIs BHJIAJICHHS
MIEPBUHHOI IMyXJIMHH IS PO3POOKH MEPCIIEKTHBHOI METOAMKH MIPOTHO3yBAHHS TIepe-
0iry MiHIMaJIbHOT 3aJIMIIIKOBOT XBOPOOH, CTBOPEHHS SKOi TACTh MOXJIMBICThH 1HIWBI-
Jyai30BaHOI0 MiXOAY 0 MPOTUITYXJIMHHOI Tepamii Ta MOKPAlIUTh MOKAa3HUKU BU-
KUBAHOCT1 OHKOJIOTTYHUX XBOPHUX.
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Purpose. Analyze and summarize scientific literature data on the etiology, pathogenesis and
pharmacotherapy of dermatological diseases complicated by tick-demicides.

Materials and methods. The following materials were used as materials for the study: Na-
tional List of Drugs Registered on the Territory of Ukraine, Compendium of 2018 (ed. V. N. Ko-
valenko) and literary sources of scientific and scientific journals.

Results. Using data from the scientific literature and clinical protocols for the treatment of
complications caused by demodicosis, methods of treatment (anti-inflammatory, antiparasitic thera-
py and the use of agents that reduce sebum secretion) to be used in the development of a drug for
the treatment of demodicosis of the facial skin were studied.

Conclusions. Studies have shown the relevance of the creation of a new drug for the treat-
ment of complications caused by demodicosis of the skin.

Key words: demodecosis, drug development, clinical treatment.

Introduction. Demodicosis is a widespread, invasive disease demodecosis
caused by pathological mite reproduction a kind of demodex that lives in the skin all
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the time. Demodex ticks are conditionally pathogenic parasites, since for a long-time
small amount of sous can parasitize on human skin, preferably on the face and not
show any symptoms and pathological changes in the skin. But under favorable condi-
tions under which parasites multiply rapidly and increase their size activity, there are
clinical manifestations of demodicosis in the form different skin inflammations. De-
pending on the preference of one or the other symptoms are distinguished - erythema-
tous, pustular, papular and combined forms of demodicosis. The presence of the De-
modex tick exacerbates the course of a number of dermatological diseases, e.g.
rosacea. In addition to the usual manifestations of rosacea, are observed micro-
papules and follicular micro-pustules containing them pincers. Treatment of demod-
icosis - the task is not easy, because the disease- It often occurs against the back-
ground of lowering immunity as well combined with other diseases. That is why the
treatment includes both systemic and local therapy. The main place acaricidal (an-
tiparasitic) therapy, although not is always effective. Application is effective metro-
nidazole, birch tar, benzyl benzoate. Scheme treatment for demodicosis includes
preparations containing salicylic acid, resorcinol. Given that rosacea characterized by
vascular damage is justified use a condition of troxerutin that exhibits venotonizing,
angioprotective, anti-edema, antioxidant and anti- fuel action. Increase in the inci-
dence of dermatological diseases, complicated by demodex, prevalence on the do-
mestic pharmaceutical the market of foreign production of drugs determines the rele-
vance of creation complex medicines, including antiparasitic action taking into ac-
count all links of pathogenesis and clinical manifestations of these pathological pro-
cesses [12].

The purpose of this work is to analyze and summarize the scientific literature
data on the etiology, pathogenesis and pharmacotherapy of dermatological diseases,
complicated by demicidal ticks.

Methods. Nowadays the problem of treatment and rehabilitation of patients
with demodicosis, rosacea, periodic dermatitis, acne is quite urgent, as there is an in-
crease in morbidity among people of working age, increasing the requirements for
appearance as a factor that plays an important role in professional personality success
in society. As a result of the chronic course of the inflammatory process, skin defects
are formed that are resistant to most methods of external therapy and cosmetic correc-
tion. Today, demodicosis is considered as a factorial disease, the development of
which, in addition to invasion and sensitization by tick-demicides, is promoted by
endogenous and exogenous factors such as endocrine and immune disorders, chronic
infections in the body, diseases of the gastrointestinal tract, vascular reactions, long-
term reactions, long-acting factors. Toxic effects on humans due to enzymatic toxici-
ty of saliva of D. folliculorum and D. Brevis, its antigenic activity, as well as me-
chanical damage to the epithelium of the skin by the oral organs of parasites during
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eating [10]. Enzymatic toxicity of tick saliva is confirmed by the detection of patho-
logical changes in the skin-follicular complex of the skin, and its antigenic activity by
the emergence of allergic reactions, which confirms the destruction of patients with
cellular (skin) and humoral immunity. To date, the most studied in terms of their tox-
ic effect on humans is Demodex (D.) folliculorum, which lives in hair follicles, and
Demodex brevis in the sebaceous, meibomian and Zeiss glands - the parasites of all
racial groups. Like other representatives of this genus, both types of demodicides
have almost completely lost their resemblance to typical ascaris, greatly simplified
and sufficiently small in size (length up to 200-440 microns, width 40-45 microns)
and fusiform resemble more miniature worms. than ticks. In both species there is no
excretory system, its function is performed by the intestine, the integument and the
reproductive system (in females). Also lacking the respiratory system, respiration is
probably carried out by anaerobic type, due to the absorption of fats and glycogen.
There are no democicides and organs of osmoregulation, but the reproductive and di-
gestive systems are more or less well developed. Toxic secretion of salivary glands in
the human body democits are injected with the help of the oral apparatus of the prick-
ly type. The peculiarity of the functioning of the oral apparatus of these mites is that
its chelicerae have become chute stilettos, adapted to pierce the cover of the victim
and inject saliva into the affected area and transport it to the intestine where the food
Is aspirated. After chelicerae penetrate under the covers of the animal through transla-
tional movements, they close and form inside a hollow tube (cannula), resembling the
needle of a syringe. Through this tube-barrel, the parasite first injects the secretion of
the salivary glands, under the action of which is the primary digestion of the food
substrate, and only then sucks in the partially processed food [7].

A clinical sign of the presence of a tick is the formation of follicular papules of
pink color with a conical apex. With the subsequent clinical course of the disease, le-
sions are formed in the lesions, papules, vesicles, or pustules and scales. In the for-
mation of pustular rash, mites play both a direct and indirect role, since, by creeping
into the skin surface and penetrating into the follicles, pathogens can be penetrated
into the follicles and sebaceous glands.

Results. The multifactorial development of dermatoses causes the use of com-
plex methods of therapy and requires examination and, if necessary, treatment by
specialists (therapist, gastroenterologist, endocrinologist, neurologist, gynecologist,
etc.) to reduce hyperemia, infiltration and elements of rash prescribe antiparasitic
agents, desensitization therapy, vascular drugs, vitamin therapy, external agents and
carry out treatment concomitant pathology, mainly digestive organs.

According to the literature, the treatment of demodicosis should be a stepwise
one and include symptomatic drugs, anti-inflammatory, antibacterial, desensitizing



24

and antiparasitic agents, as well as treatment of comorbidities and preventive
measures.

Treatment of demodicosis is divided into the following stages: 1) symptomatic
hyposensitizing and anti-inflammatory therapy; 2) antiparasitic therapy; 3) the use of
drugs of self-regulatory action (reduce sebaceous excretion) and affect the condition
of the vascular wall and vascular regulation.

Priority in the treatment of demodicosis is the topical application of acaridids:
treatment of face skin by the Demianovich method, benzyl benzoate preparations, 5-
10% sulfur ointment, 1-5% metronidazole preparations [5].

Permethrin drugs that act on nerve cell membranes, bind to their lipid struc-
tures, disrupt the sodium channels that regulate membrane polarization are also used
as antiparasitic agents. As a result, there is a slowdown in membrane repolarization
and parasite paralysis. Pyrethroid molecules are able to penetrate the cuticle of the
mite and concentrate in the hemolymph [8].

In the first stage, the elimination of corticosteroid drugs with subsequent relief
of dermatitis, which is observed in more than 80% of patients 3-5 days after their
withdrawal, is required. Clinically, "cancellation dermatitis” is manifested as erythe-
ma, which is accompanied by pronounced edema and fever in lesions and multiple
increases in the number of rashes and lesion area. "Dermatitis cancellation” is ac-
companied by sharp burning, burning and itching followed by a sensation of tighten-
ing of the skin [2,4].

This stage shows a hypoallergenic and balanced vegetarian diet and antihista-
mines. Topical application of agents that help to constrict blood vessels and relieve
symptoms: cold lotions 1-2% solution of boric, salicylic acid or 1-2% solution of res-
orcinol, infusions of medicinal plants (chamomile, herbs, sage or marshmallow root),
irrigation with thermal water, the use of indifferent and hydrating rolling and pho-
tose-curing agents [6,12].

At the second stage of treatment is carried out depending on the severity of
clinical manifestations. Locally used alternating lotions of infusions of herbs (cham-
omile, sage) with pastes with 2-5% ointment of naphthalane and birch tar and indif-
ferent creams. In the case of combining perioral dermatitis with demodicosis, acari-
cidal agents are prescribed

Systemic therapy involves the use of immunomodulators, antihistamines, seda-
tives and antibacterial drugs (tetracycline, metronidazole in medium doses) [1,3]. The
most effective is the pathogenetic treatment of periodic dermatitis by metronidazole.
The therapeutic effect of metronidazole in perioral dermatitis is probably due to its
bacteriostatic effect against the conditionally pathogenic microflora of the skin, in-
cluding gram-negative rods.
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Priority for the prevention of perioral dermatitis is the refusal of the use of lo-

cal corticosteroid drugs in the treatment of any dermatological diseases (rosacea, vul-
gar acne, seborrheic dermatitis), especially in people at risk (patients with chronic le-
sions, chronic disease exacerbation stage) [11].

Conclusion. Studies have shown the relevance of the creation of a new drug

for the treatment of complications caused by demodicosis of the skin.
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KJIIHIYHI MPOSIBU AEMOJIEKO3Y HIKIPU OBJINYYS
TA METOJIU TEPAIII
KonoBagenko I. C., [I:xamajioBa A.

Meta — npoBecTH aHaJI3 Ta y3arajbHEHHS JJAHUX HAyKOBOI JIITEpaTypH IIOJI0
eriosiorii, matorenesy ta (hapmakoreparlii JepMaTOJIOrIYHUX 3aXBOPIOBAHb, YCKIIA-
HEHUX KJIIIAMH-EMOTUIUTaMH.

Marepianu Ta metoau. B sikocTi MarepianiB JoCHiKeHHS Oy BUKOPUCTAHI:
HamionaneHuit nmepenik npenapartis, 110 3apeecTpoBaHi Ha Teputopii Ykpainu, Kowm-
nexaiym 2018 poky (pen. B. H. KoBanenko) Ta mitepaTypHi Jkepena HayKOBHUX Ta
HAYKOBO-TIPAKTHYHUX KYPHATIB.

Pe3yabTaTu. BUKOpUCTOBYIOUYM JJaHI HAYKOBOI JIITEpAaTypH Ta KIIIHIYHI IPOTO-
KOJIM Teparlii yCKJIaIHEeHb, 110 BUKIIMKaHI 1eMOJIEKO30M, OyJI0 BUBUEHO METO/IH JIIKY-
BaHHs (MpoTH3amnajibHa, aHTUIIApa3WTapHa Tepamis Ta 3acTOCYBaHHS 3aco0iB, SIKi
3MEHIIYIOTh BUJIUICHHS ce0yMYy), Ikl OyAyTh BUKOPHUCTaHI MPU PO3POOIII JTIKAPCHKOTO
3aco0y IS JIIKYBaHHS TIPOSIBIB JIEMOJICKO3Y IIKIPU OOIHYIYS.

BucnoBku. [IpoBeneni nociaiKeHHs: BUSIBUIN aKTyalbHICTh CTBOPEHHSI HOBO-
0 JIIKAPCHKOT0 3ac0o0y I Teparnii YCKIIaJIHeHb, 110 BUKIUKAHI TEMOAEKO30M HIKIpH
o0y Ysl.

KIMHUYECKHUE NMPOABJIIEHUA JEMOJAEKO3A KOXU JIMLA
N METOJbI TEPAITMN
KonoBanenko U. C., [l'kamanioBa A.

Henab — npoBectn aHanu3 U O0OOLIEHUE AHHBIX HAYYHOW JIMUTEPATyphl IO
ATHOJIOTHH, TAaToreHe’y u (apmakoTepanuu JAepMaTOJOTHYECKUX 3a00JIeBaHMIM,
OCJIO’KHEHHBIX KJIEIOM—AEMOINULIAIOM.

Marepuanabl U MeToabl. B KauecTBe MarepHanoB HCCIIENOBaHUS OBLIN HC-
10JIb30BaHbl: HallmoHabHBINA IEpEeYeHb MpEenapaToB, 3apErUCTPUPOBAHHBIX HA TEp-
putopun Ykpaunbl, Komnenauym 2018 (pen. B. H. KoBanenko) u nurepaTypHble HC-
TOYHHMKHU HAyYHBIX U HAYYHO-IIPAKTUYECKUX KYPHAJIOB.

Pe3yabTarbl. Mcnonb3ys 1aHHbIE HAYYHOM JUTEPATypbl U KIMHUYECKHUE MPO-
TOKOJIBI TE€PANHUH OCIOXHEHHM, BBI3BAHHBIX JIEMOJIEKO30M, OBLIO M3YYEHO METOJIBI
JgedeHus: (MPOTHBOBOCHANMTEIbHAS, AaHTUIIApA3UTapHas Tepanus U TNPUMEHEHUE





