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3060 d90dEgds 459mygbgd e 0gbsb domEHYOHMOHOLEHW 0sM90s©, 2002 {erosb, sd8 3ogiobszool
96003699 3609650590 gom35eobfiobgdwyaro 0dbs 533-b LsdbgEMmMYOOL LogsW Y™ 35gd30bsgos.
B9(39393000b 35d3065305L 993L 399639690 08 3530953H70T0, HMIGE™ms 9653690 godioMogds AD. 2002
096 93@M0bm3MEs300l Hom 493M39wgdol Msdgbodyg 890mbgg3s IRoJLOMS. 0bxgoEOMYdMWO
3530963900l MBM53¢gMds 0ym BodbgEM™ dmsdlsbr®y, sb 3500056 sbanm 3m@sg@do Igmmpo 3060, 30Ls3
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AD-0b 06139300l 36939630990 30aMmId0 ©sdM30IdYwos 06639d309d0bsd0 BoEMY30MgdOL
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36003690 ™35600, 8993650905 8mbEal bsBo® @ 5PO0MIM 0350 bl sdsEgbosbgdgaro bsgbol
299myg9bgds. 5353960569090 Lobol sMhg3s Mbs 9i3wdbgdm©al 35309630l 96 FdmMdEOl
309983960963090Ls s FITMEFPOEIYOL. DM, bgeo b FoesdmMBY BYIbgdIEO TsEHB0BIdYEO
(059, 35B9w0bo) M39009L05, 300MY Lsbo, FbmemE 3560L FHgbosbmdol glsbs@Pbgdws. 3oBgwobols
399myg9bgds Lobstggderms s6¢0d03MmMdMEO 3933H0EIdIOL MHYFIoMmgdOLm3Z0L, dsM0gMol
©039M9b305300L FoM3gMJOOL 0bEYYEOMIOOLMZOL, MMYMMOES - BOEsRMmObo s 063mEy3M0bo. sBmgdol
Lofobssmdgam LEObIMEHMEO 5ER0WMdM030 390359963 gd0L 459mygbgds, s FmEmOL 5EYOWMDdMO30
36OG03mbGHIOM0g00 (TCS) s 5Y0MdMH030 Jse30bgHobol 0b30do@Mm™Mmgdol (TCI), s09dxmdgligdl
3960b doM0gm0ol 3mbJ3090L, 259mf3gmeo GMmablg30wYMTMwo figwolb o356M300. 2o0MEs sdols, TCS o
TCI @sx0dboMs S aureus-ob 3MEMboBsEool sd39009ds. 56Ol LsfobsomBgam sAOEMdM O30
03996BsMds 093930069005 AD-000 459mf3999 sH056g39d80 803MMdNMO FMS35¢xgMHM3bIdOL
239BOOm. 30bHgs3500 0d0LY, MM IMs35¢0ds 990mbgg359, AD-0l MM, 458Mmog3w0bs 3s3doMo EH-Us o
36900 Lofobsswdgam 89035896390l gsdmygbgdsl dmemol, 3w @oEgbdMwwo 33939000 dobo
QGO 396 dmbgmbs. 533HMMYdTs 9Y0bIL, BMI EH-0l 256300m569d5bmsb TCS, TCI, bob@gdmmo
36OGH03mLEGHIOMOEO 56 3030MB3MO0BO 56 0gm 353806 T0. M153MmbGHMMEM0M YO0 AD sbmgds
1535M5EM© 5MHol EH-0b (56 dsgd@gMmhomwo 06639d30900L) do6005@0 Gob3-g3sd@memo. 530@™a, 5J@0weo
06%399300L 5M3MLGdMBdOL gdmbgz93580, s6mJdOL Lofiobsowdgym 83Mbowmdsd AD 35309639080 »bws
MBOHMB39wymb 0689d30900Ly96 ©s335. WMBOWMBsdO, FMbMmIWMbMHO sBEHOLbgMwOo, Hmdgwos IL-4
69393GMOL 0ygbgdl IL-4-obs s IL-13-0b 93394 9d0b 3oLobgo@Mowgdws, 5830MmgdL S aureus
3@mboBoEosl s, EH 3¢s3gdmbiosb 89ws6gdom, BGH ol 9030:mdmem 90o35¢a39mm3abgdsl.
053306390900 d99L505990 IL-4-0L5 s IL-13-0b sdmMa9b39ew 9539dBL 3960l ds®oghol gbdi090%by,
96myab&0 563H0d030MdMW0o 393¢0Jd0L 9Ju3MHgLosL, Mog 0§393L6 AD-0l ddmbg 35:3096¢gd0l
29BMOo MHob3L 06039J30900L5T0. J0dE0bsMg M3M939I6GHM FEMBWMMTs 3567F053, MMIgEos
399mf399wos 83539 ML30MSGMOHO LOBEOMI0m, 3MHMbI30MHMLO 2 (SARS-CoV-2), go5B0bs 3963397100
39830905 000L dglobgd, g0dEgds mvg 565 AD-0b LobEgdm®o sbmgdol Lafobsswdwgam 8900358963 9das,
3960m, 30 0d)ds3d3s FoBsMEML 30MMLeo 0bxgdEool Molgo. 899mbgg3zgdol LyMos, JoMOMIES©
035000, X OXIOMIOM, 50mOHOEbogl SARS-CoV-2 0bggdzool asbMoow ol AD-00 93500900
35309639080, HMIWgdOE ©Y30)dsd0m I3wMHBIMdYb. AD-0b 3dmbg 3530963900, GMIgdo 0qd9b
LobGYMO 5396@goL, T IMOU, Y30 Asdl, Jsco SARS-CoV-2-0b H0ol3gdobs s dggagd0l
9mbo@m®m0obaobmgzol 3eobogol@gdolbmagol 890ddbs 3gda39Mo (Www.covidderm.org). S aureus-ob
©93MMmboBs300L 83 MdYd0 JOMOMII© JJu3gMH0896EWI0s. 5MSBZTMOLOS 8303909 gds 0dol
dglobgd, MM 456%539899c0 JemEOb 5dsBBs s 96E0d0MEH03900 AD 0553070 3530963900 0fj393L S
aureus ©93MMbobBo30L. 2o6B390Wo JnEmMo 56 MMYMBsgl S aureus-ob BGHEL 96 EHmMJuobgdol
2400003998539050. AD 3Jmbg 35309639080, d85635535 (3590l Lo®mOo dBsM0) A50M0YgbgdMs, HMAMEM3
96303030030 5d5HBoL ©sbsdsE 0, M¥dEs Jobo 9x39dEBHIOMDS, MMM S aureus sYIBOWO 56
500b. bbgs 3319350 53965, AD-000 9535009099 35309639080, 0,5% d0o0g5358 YMm39e0™ds 5d5Bs653
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14 ool 9968530Md530, 56 2ooIxMdLs 3560l BM0YOHYO GMbBJ30s 96 B503006Mds, 0liggg MmAME3

B39 gdM0395 Yol sdsHsbsd. 30H0gom, BmyogMo 353095GT0, EIBOJLOMES 3560l F90D0sbgds.
5996030L 06039430996 5535003 LoBMASMYdT, 2011 Fgarl, MRSA-ol dmGg300039 SSTI-0b
95MH030LM30L Q500690 Fodmog3ggbs. Abgoglo 3M0bE039d0 3O 3gwgds AD-0ol dmégszoogg SSTI-ob
0o6r035D95. AD 359mf3900 06839d300960 45093530l 2580, 3mb3oEswobgdw AD-om
Q553500900 15333900L 20%-1 3dmbsm 0635H0mMmo dodEgMomwo 0bx39d30900. 353096@ gL, MMIgdLSS
59300 LOLEYIMEOO 5350 gd0L BOBBYBO s LOTZEHMIGO0, 093095 JdY0s 3ML3OEHIWODBOGOS O
99306090 06GH5396M0 56EH000M 3039000 33MHbsMBY. 5BE0dOMEH03gd0L gadoMHowads Lggdsd b
MBOHMB39wymgl S aureus-ob oBIM3Is, MoY6 506060 AD-0b yzgwsbg bdoto
0963050300900 dod@gMowwo 3500myqb0s. 3M0GH03MWo 3530963 d0Lm30l MRSA s MSSA
3956380306005 ©s 96@E0LEHIR0WMIMINOHO BG-G9 BOM IRIMZS B0BIBAGHMbow0s, MoYsb
3963003060 YBOHM 65309350 9B9JGHWIM0s, 30O bsx330w0bo 96 3063900 MMBOL (39BSWML3MOHO6gdO
LgBoMbYo MSSA 0689930900L Lsd3Obserme. ddody, BogMsd LogmEbarobmagol Bszwgdsw bsdodo
06939930900l dgdmbgz935d0, Ggbodwrgdgmos, 3s63mdozobols 3om3g 3o8mygbgds, Gmymms 983oMHomwo
0965300. 536M9M39, 3¢00bsdo3060, ¥ 56 BBYBMBL G M3L3MWsMHMo 0bxgEool Logg®mby. S aureus-
00 259mf399w0 85dBHJM05d0s 153I30MZYs© FMoMBMZL d5dBHIMOG0YIO 0B39O 539630l
2990m9g96905L. MRSA-Logol 3563303060 ghm-9600 396Bgmeo 990035096300, Mmym®g 398sbmeobo ©s
B58330060. 3935, 658330w0bTs gloderms, godmofizoml 3gbgdol 89d+v)39ds. 19Mo300l boba®mdwrogmds,

Lo FoMms, obolisbegmml 3arobozm®o 3sbwybols Jobggzom, Bopa®sd, Mmames fgbo, G93mdgbgdweos 7-sb
14 M9ydg. 06839d309M0 9bMIsMHOEH0 AD-0l 03305000 25M00)Egdss. ©193MmTgbEIdME0s ol
dm0ol BOHMbowo 5713MEEHSE0s. AD-0l 3dmbg 3530963900, HMIYEmsE 56 50gb0dbgdsm Jsbol
BoMdmg560 4oMm@gds, 89ES-w5dGMMO BEH0d0MGH030, MMIgeog ImoEogh Mmame S aureus-b, sbgzqg b-
39000B® bLEGHMI3GHMIMIGOL (359, 39BIBMOBO 56 39535 gJbobo) Ggodwrgds ogmb Lozdsobo
300603960 35Bvbo, Bro 1gds »bs, 5EYOWMIMH030 J30©IFOMEMYOoLS s MYHBOLEBHI6EHMdOL Bodwdgdols
2350035¢0LHobgdom. Hmam® 3 353039000, sLg3g BOHILEOWWgdTo, MRSA 3560l 06g3930900bm30U,
3wobsdoiobo, wmdlogogwobo, HMm0dgEM3H03-bEgsdgmmdulsbmero s WobbBmmoEo yzgus

3oL gdO 3GHMMIWNMHO 35M05BFH05. 50LB0Tbs309, MMB 3e0bsdoobol HBOLEYbEH™BOL dsh39bgdegdo
353 mdL G MRSA-U, sbggg MSSA-U 8mMob, Gmame 3 530w mdMog mbg®y, s3M9m39
69300650 TobdEodom. AD-om ddmby 35309631900 330MY, wmIswr0Bgdmwo 3560l 0bggdsoom,
MmM0E 00393 0yM, 990degds 839MbsEmd©BIL syH0W™dM030 39306H:ME0BOL Foesdmgdom. MYMO300l
bobaMd0ogmds, b3919gd®mog, 9gMygmdL 5-0sb 10 MydY, 3e0bozmmo 3slvbol dgbsdsdols. EH-ob

Log 330 oM gdmgdol 4odm, Mbws Imbgl sB0sbgdMo HSV 3meodghobmewo xs33mo Ggodiool
23900533995 0339, HSV @glidol 89093900L dmem@obol 359m, s6 mbos 89hgMogl bLolEgdmmo
3603000 Lodemgdgd00 839Mbsemds. EH-056 gfhmomeyms S aureus-oom 459mf3gmwo
06g399300L MM, 4oLsmzsobobgdgwros s6EHo S aureus s6EH0doME030m 33MMbsErMds. EH
353096(3g00Lm30L 56 5OBYOMOL BMOTSWIMHO 006900 96E030MHMLEO LTS gdgdOm
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03790650 MdOL Y30 EIMOILS /96 3MLZOEIWOBIEOLMD ©s393doMYdOm. 1 Fgubg bozwgdo sLozolb
353096(3g00Lm30U, LOLEJIMOO 9350IOJOOL BOTEJdOM, FobsmzseoLfobgdgwos 303w ™mzoMmOl

35696 M>MH0 B0gds. (3bgEgdsls s BL¥yd4Yd LobEdw® Lod3dEMAgAL bAoMmo ™Mb SbELgl wMOfmgsbo
HSV 06539930900, 396L039mM5300m, bsfigolo 930Bm©ol EM™L. 360bo3wMo gowdxmdgligdol 8909,
9653000 37OLOL LMD, J0DBIBTGHMbOEs, 3gMMMscM LTS gdgdDBY FoILgws. Abdwd
39000b3939030, 39OHMOSWMEOmO 53030 M3060, 890dwgds SbME0MYOME0 0yml LG50 Ggbmezgdol
36390056, 330300l G9aLw939dqdolmsb. 3owsE03EM30M, 530303060l L-gowow gl@gmgdol
36136935053, 3998605 3-5-% 96 d9E0 d0mMTM(i1350Mds, 30MY 3GMHMMHEINIM 5303 MZ0ML. SPYOWMIMO]
36&H0306HMle 1530w gdgdL 56 5d300 gladhbgzo Latggdgwro EH-0m ©s9350090wga 353096¢)90d0.
35309639005, MMIgdLsE 90gb0dBYdsm 3gMH39EHwIMH0 IB0DJd9d0 35Ol 56 MZoeol AoMTgdm s09do,
PGSBS MBS F0TSOHMMD MBMOETMMYL. 083050 9dmbgazqddo, EH go60memgds, dglsderms,
2399m3wobogl HSV d960b3mgbignsco@o, Hmawol 93Mbscrmds ¢bos dmbogl s:303¢m3060l
06353969960 bsba®dwogzo 3MMLoo s 939MbsEMmdol 3HmEgldo 06939J30MmbolEBMb gMmao,
3MEOYOY05 BogBmml Bygdmmmyos. AD-ob mMgi300039 EH-0l cohHmb, 3530963908 89:9demosm,
0b5MRAJIMb bobyMdemogo v3Mmglorwo MgMs3000. 090bscg MIM300L LoFoMmMYds, 59Y(30¢gdJ0S,
39335bgL bgabans 6-sb 12 139007 sL53MdM0Z Xa9x5do. EH-0l ohmb, 530303060l dodsOo
69D0LGHI6GH™O0L 29630M569ds 003050005, M35 Mg3oovero EH-ob 56 EH-ol bdoto 899dmbggzgdols
OO, 30995935 BI3MHILOMEIO MYMH300LS, 53031030600l MHYHoLEBHIBEGMwo HSV 0bmms@gdo sbg3g
90aM505 355303 Mm30M0L d0ds6M0. EC-0b 9319Mbsgrmds bgenl ¢fymdl 3060L GvyEobyen dmgsl, AD
939960b5¢rmdOobL 253Mdgengdsl. MC 39000 m30Lg30s605 s dgEgL 99dmbggzsdo, Mg3mIgbgdwyeros
©5330603905. 0653994300L 293039900l 05300 SLIMO0IIWS, 9Y(30¢dJ0, 5535090 gdoL Joboddsdg
3993060905. 506036y 30353V 3960l Ym3z9eMov® dmgzersl s SBmMgdOL Lsfobsswdwgam

9399065 MdsL. 35993009090, LMoo dmgdggdol 6E030LE80649M0 LsdMowadgdoom b535(gMgdoL
5899853905 LbOGMIRJOMS Jogol [ob. 939MbsEMds, HMYMMOES J0MMYGI0, IHOMMIMN30, LoEroEowol
05939, 0007§03MO0 s 396350060, SLMEFOMPYDdS 3030w B, bHodMMYdOL Fos®dmJdbols HOLIMb. dragm
3960mEoL MbmIobgdMwds, 3¢rs39dmbg IRwIbgdmEds 33eg398, 390s¢Mmowo MC-ob
15939ObsEME 396GHIM0EOBOL go8mygbgdol 939J@IHMds sB39bs. EV 80850 9330 940BMoco 0bwgduo
AD-0b 8Jmbg 35309639090, 319L¢E-39H03)0MM0 259mboysmol dgg3eligdolisl, golismgzscolifjobgdgwos,
930MM 3mbEog@o 08 Lsdbgcm 3gMLMBImB, MMIgEmsg s65369Hdo MB0JloMmEIdI0 Yobergls
3960mdo bo@sMgdmmo 35d306s30s. bogFzm gdmbzg3gool MM, MBS 93bMdML ss35IBsMS
3MbE®Mobs s 3093963000 396EOL 25009 IdIE M39MIG0YI 45BgMTBOgdSL, HMd dmbgl
053500900l 05bMLEH0MYdS S FoM™3o.
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$065900g056g 330930l B30DIBL FoMmTmoAgbL sEM3MMO ©IMToE0E0L gob30maMYds0 dogd@gMowwo,
30600 s bmzmgsbo 06g9J30900L Fawrowol gbfegwrs s 9 06639d30900L gobgzomamgdols
bgwd9gdfymdo (0ol 3-35gEHMMmgd0L godmgergbs .
3300300 50m 3569000 :
1. 5¢™3060 ©gMds@o@ob 33193900l 3003030 sbserobo
2. 390005¢Momw (<18 fiem ) 35309639080 0603930990 53963100l (dod@gMrowmwo , 30OHLMEO S
bm3m3560 ) 5MLYdMBOL oYIBS S o0 361Y35¢YbEHMBOL FobloBLIMs TglfogErown 3m3Es30580.
3. 931990L 06839d30M0 s 5506893010 356056GJOOL GMMTDgNME TgsMmgds 353096 0L Lbgs
3ogdBHmMgdob (LdgLo , 51530, MBIBEGOO 93500JdJd0 , I3MOBIMBOL OLEHMMOS s 5.9 )
230035¢obfjobgdoom.
4. 996hgmw 35300b@gdd0 b3oolib3s X yMBoL 5egMgbgdol odscmro 3039MHIMAbMdYEMdOL
360530900l Iglfogws

653630l 5365285305

LoOLYOESEOM BsFOMTOL GMYTG6EH GO0 Fblgbogdmwos 897 3mbggmgbizos®y - INDERCOS, international
dermatology and cosmetology congress.

51939 3°300JPIW0s FJFRJYO 3POWOIIF0JVO:

1) Infectious vs non-infectious atopic dermatitis — different patterns of causative agents and risk-factors /
Ketevan Khishtovani, George Kamkamidze / Global Journal of Research Analysis, 2022 October (in
press).

2) Risk-factors of the infection-associated atopic dermatitis / George Kamkamidze, Ketevan Khishtovani,
Neli Topuridze, Maia Butsashvili / Allergy (European Journal of Allergy and Clinical Immunology), 2022.
Volume 77, Issue 10 (in press).

by 9g30LHogwgom 392 3905EHM0wWo 353096E0L dmboEgdgdo, GMIgEms 3arobozw®mo Lod3EHmIgdom
50960369050 5EHM3MH0 ©EIMT>GHOGHOL (93Hgdol) sGLGdIMB. 3310930l OBI0bo 0Ym X35MgE0b-LydoHo

33930L dgomqo.

000MJM0 353090G0LM30L LsdgoEbM OLEHMMO0L B3YE0sX MO 30MblsM0L sdmygbgdom
39bgb0m ©IIMAM IR0, 30BOZMMO s WSBMMSEMOHO0IEO TMbo3gdgdol sdm3Mgasl. 439w
353096G0LM30L 3560L sbsggbgzol s0m3z3eg3s beM30gerIdME dodE Moo, brmzmzsbo s goMHMLvyero
299m3(393900L 359mbogargbs. 3969960 Lobberob 33ewg3s baME0gEYds 5¢gMyqbgd0l BogMgdol
(35B9agdols) J0dstr0d MEsboBIoL 3039M3yMIBMdYEMdOL sLvEIBI.
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9mboigdomos 8993965 5 LEBIGOLEH0ZMNOO B0 DO ZBbMEME0YEES bGEHOLEH03MMO 353930l SPSS 23.0
396Lo0L LodOEgd0. 2odMbOZ5E0 (33050 0gm 06xYI300L SOLGOMDS/sHIMLYdMDS (MO XFMRO)
9439Ws bsMBgbo FqLfogzer0wo BoJBHMMO gosbooBgdmEo 0ym 53 Fodmliogow (33¢5msb 085¢1019d500.

33g30bm30l 30496900 L3gE30sw Mo 998995390 300b35ML, HMIgEol dmo3s3l 8999y 3496d@goL
39L50590L0 HOLI-GoJBMMGOOL TguFsgerolmzol:

—_

3b530 o Lggbo

2. LogbmgMgdgwo s5@30wo ( Jowsdo/ bmggao/Ggambo)

3. ©09®o ((9MmgME sbs3d0 - d693M030/bgErmzbmMo/ gmgrmeo: BmBOMHEOr 15380 - baMiol
39933900 , 39393900560, Lods@bgm o bbg.)

4. Ubgmol 8sbob 0bgdlbo, 30BoIMMO GHZ0MMZ0L 06EIBLOZMDY, LogsMgE ol FmbIsMYdS (V30mMb

96/Qs mxsbdo)

930bm8037960 dmIsMgmds, goMgdml 302096M0 dEymIsmgmds, dobsmdo gbmggwmgdo

3565BoGMmo 0bxgd30900 ©s 35d30bs3z0s
36¢000mEH03900L 458mygbgdols olGMmMos

© N o U

369 - 5 3OHMBOMEH03900L 358mygqbgdol olEMMmos

4390 353095G0Lm30L 3560 Bsx3bg30L 29dm33eg3s FIBLMMEF0YE®S BoJBHIMOMLWMYOMGO (dogdEgM0Eo
5 bm3zmgsbo 359mdf393900LbmM30L) s BMEY3EYMHO (3t0dbIMSBLE-KoFFMMO Mgod305DY
0553099969090 5b5¢0Bo 30HNMLMo Fodmdf3939d0bm3z0L) AgmMmEgdol 4odmygbgdom. sergMamEgbBgdo
Bo@otos 396060 Lolberols 33cmg30L Loyd3zge By 20 segmaqbol 3sbgeols oo 96 MBGH@
39008539090 GHgbGH0MIBOL 5MEOWGdMIoL gdmbggzodo - 300 sergmaqbols 3s6geols Jodstm. mMogzg
3995mma00 ©sx3dBdMEO 0ym segMgb-13g30B0MO0 “g “ 08vbmyEMdME0bol (IgE) Momgbmdmog
2396L5BE3MBg (bob 1.).

bsb 1. 5¢m9(3396980b 3o0dst0r Lgblbodogrobsgool dgbfisgerol G9odmgdol 3GsR03-9emo
359cabsbeyemgdg80

RIDA gLine semgégm3obgemgdoe
3™3dobotrgdnemo 3obgemo 0530@030360 3obgemo
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— | s | S0, 4

02

063ocmdzoyGo : ;
o@aéaaﬁabn &3

3393000
Semgtggbgde M2
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RIDA gline semgéagm3obgemgdo

339%0m0 306gemo 3gc00oh®onemo 306gemo
[— s5td.5 — St 5
— | std. 4 — St
s | 5103 — S1d. 3
sd. 2 std. 2
std. 1 s 1
F17 | | Hazelut DI s Dermatophagoides pteronyssinus
F13 | | peanut D2 mmmm  Dermatophagoides farinae
16 | | Walnut T3 w— irch
20 | s | Aimona CX  wmmmm Grass mix
F2 | — | il El jmmm— Cat
F1 | m— | £gg white ES | mm—
F75 || Egg yolk M6 Altemaria stemataftenuis
78 || Casein r;: — M:: -
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Actuality of the topic:

Atopic dermatitis (AD) is the most common chronic inflammatory skin disease that affects both children and adults
with a prevalence of up to 18% and 7%, respectively. Patients with AD and their caregivers experience decreased
quality of life, including disruption in daily activities at school and at work, sleep disturbance, depression, and
anxiety. In addition to these complications, patients with AD are at increased risk for infections. The prevalence of
cutaneous and systemic infections in patients with AD is significantly higher than those without AD. Infectious

complications of AD include skin and soft tissue infections (SSTI), eczema herpeticum (EH), bacteremia,
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osteomyelitis, septic arthritis, and endocarditis. These complications lead to significant financial burden on the health

care system. The main factors associated with the development of AD are summarized below.

Skin Barrier Defects

AD is inherently associated with skin barrier defects, as measured by trans-epidermal water loss. Patients with
AD have a significantly thinner stratum corneum owing to a lack of terminal keratinocyte differentiation. As a
result of skin barrier abnormalities, AD is associated with increased trans-epidermal water loss, which is
greatest in the patients with most severe AD. The molecular basis for skin barrier defects is due to a
deficiency in proteins and lipids with barrier functions including filaggrin, involucrin, claudins, ceramides,

cholesterol, and free fatty acids.

The filaggrin gene loss-of-function (FLG LoF) was the first evidence for the genetic basis of skin barrier defects
in AD. FLG LoF leads to decreased skin hydration and renders AD susceptible to environmental insults
including allergens and pathogens. In healthy skin, filaggrin is broken down into hygroscopic amino acids,
including urocanic acid and pyrrolidone carboxylic acid, which maintain the acidic pH of the stratum
corneum. The acidic environment in healthy skin decreases the expression of 2 staphylococcal surface
proteins, clumping factor B and fibronectin-binding protein, which bind to host proteins cytokeratin 10 and
fibronectin, respectively. Defects in filaggrin expression leads to decreased urocanic acid and pyrrolidone
carboxylic acid levels and a rise in pH, which favors Staphylococcus aureus proliferation. FLG LoF is
associated with early-onset AD and is present in approximately 25% to 30% of patients with AD of European and
Asian descent. A more recent study using a newer sequencing method (massively parallel sequencing) also
found a relatively high prevalence (15.3%) of FLG LoF among African American children with AD. This
prevalence is significantly higher than the 5.8% that was previously reported. Patients with AD with FLG
LoF had a 7-times higher risk of having 4 or more episodes of skin infections requiring antibiotics within 1
year than patients with AD without FLG LoF. FLG LoF also confers a significantly higher risk for EH in patients
with AD. Lipids in the stratum corneum of patients with AD have been found to differ substantially in
composition from those of healthy individuals. Patients with AD have decreased expression of fatty acid
elongates that contribute to observed changes in skin lipids and interleukin (IL)-4 and IL-13, having an
inhibitory effect on these enzymes. In addition to physical barrier defects, AD is also known to have a deficient

chemical barrier that comprises innate defense molecules including b-defensin 2 and cathelicidin.

Immune Dysregulation

Keratinocytes are skin epithelial cells that contribute to the barrier functions and immune response. In patients
with AD, keratinocytes produce an increased amount of thymic stromal lymphopoietin, IL-33, and IL-25, which
activate innate lymphoid cells 2 (ILC2) to produce type 2 cytokines, including IL-4, IL-5, and IL-13. IL-4 and
IL-13 have been indicated to suppress keratinocyte expression of antimicrobial peptides and skin barrier
functions, thus predisposing patients with AD to have increased skin infections. In addition to keratinocytes,

endothelial cells, macro- phages, mast cells, and basophils are other cellular sources of IL- 33. IL-33 is stored



063953079 58969980256 3bmEoEIBLIm0 SHM3GO OIGAGOHO 336300565980l Golsg - BodHG9Bol Fgbfisgers
23

preformed in the nucleus of these cells and produced readily to exertits inflammatory effects. Itattachesto its
receptor (ST2) on ILC2 to activate the production of IL-5 and IL-13. IL-25 acts on both ILC2 and T cells by
attaching to its receptor, IL-17RB. In combination with IL-33 and thymic stromal lymphopoietin, it enhances the
proliferation and cytokine expression by ILC2. Both IL-33 and IL-25 are highly expressed in AD lesions.
Defects in dendritic cells also contribute to increased infections in AD. Both myeloid and plasmacytoid
dendritic cells in patients with AD produced significantly less interferon-a. Toll-like receptor-2 (TLR-2)-
sensing of S aureus by Langerhans cells and inflammatory dendritic epidermal cells has also been found to be
impaired in patients with AD. Natural killer cells have recently been found to be deficient in patients with AD.
This deficiency may also contribute to increased type 2 inflammation owing to a potential counter-regulatory

mechanism between the natural killer cells and type 2 inflammation.

The role of infection agents

Up to 90% of patients with AD are colonized with S aureus. This predominance of S aureus is unique to AD, as
compared with healthy individuals and patients with another chronic inflammatory skin disease, psoriasis. The
predominance of S aureus in  AD may be attributed to the virulence factors of this bacteria and its ability to
evade the cutaneous immunity of patients with AD. S aureus fibronectin has a special affinity for type 2
inflammation. In addition, S aureus produces enterotoxins (superantigens) that are known to break down the
skin barrier and enhance type 2 inflammation. Superantigens also down-regulate the cutaneous production
of interferon-g and tumor necrosis factor-a, both of which are important mediators of cellular immunity
against bacterial and viral infections. Methicillin-resistant S aureus (MRSA) has been found to produce
significantly more superantigens than methicillin-sensitive S aureus (MSSA). Both superantigens and
another staphylococcal toxin, the “a”toxin, may contribute to keratinocyte apoptosis and barrier defects in

AD. Staphylococcal dtoxin may also contribute to AD inflammation by inducing mast cell degranulation.

Bacterial Infections

Impetigo, cellulitis, and skin abscesses are common SSTIs in AD. The most common cause of these infections is
S aureus. Impetigo typically presents with oozing serum that has dried up, giving it a honey-crusted appearance
surrounded by an erythematous base. Impetiginous lesions may also present with fluid-filled blisters (bullous
impetigo), which may be mistaken for EH. No purulent SSTIs include erysipelas and cellulitis. These infections
usually start in a focal skin area but may spread rapidly to cover the major parts of the body such as the arms, legs,
trunk, or face. Focal erythema, swelling, warmth, and tenderness are signs of these infections. These patients may
experience fever and bacteremia. Purulent SSTI presents as skin abscesses, which may be fluctuant or non-
fluctuant nodules or pustules surrounded by an erythematous swelling. The lesions may be tender and warm.
MRSA is a common cause of these lesions. In addition, SST1 inpatients with AD may lead to systemic

complications, which include bacteremia, osteomyelitis, septic arthritis, or bursitis, and, more rarely, endocarditis
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and staphylococcal scalded skin syn- drome, which is mediated by staphylococcal toxins. Persistent fever and
specific signs including an ill-looking appearance, lethargy (bacteremia), focal point tenderness of the bone
(osteomyelitis), joint swelling (septic arthritis/bursitis), heart murmur (endocarditis), and widespread
desquamation (staphylococcal scalded skin syndrome should raise suspicion for these infections. Persistent
elevated inflammatory markers such as C-reactive protein or erythrocyte sedimentation rate further increase the
index of suspicion for these contagiosum along with the flexural areas of a patient with atopic dermatitis
infections. MSSA and MRSA cause an equal proportion of infectious complications (40% each) in hospitalized
children with AD. These infection rates are consistent with that of the general pediatric inpatient populations
across the United States. The second most common cause of SSTI and systemic infections in AD is
Streptococcus pyogenes. Str pyogenes may cause infections in patients with AD by itself or in combination with S
aureus. These skin infections typically present with pustules or impetigo. The lesions may appear as punched-
out erosions with scalloped borders that mimic EH. Although SSTI and systemic infections in AD present
with overt signs that facilitate diagnosis and antibiotic treatment, the so-called infected eczema associated AD
exacerbation is not as clearly defined. Patients with severe AD exacerbation tend to have more generalized
cutaneous signs and symptoms. These include erythema, swelling, oozing, and tenderness, all of which may also be
signs of skin infections. However, Cochrane analysis indicates that antibiotics do notimprove the severity of AD in
these patients. The main concern with the overuse of antibiotics in AD exacerbation is the potential development
of bacterial resistance and dysbiosis. However, apart from the outcome of AD severity, there may be a subset of
patients with severe AD exacerbation who may benefit from antibiotics in terms of infections or the
prevention of infectious complications. It has been proposed that these patients may be differentiated by a
higher density of S aureus and the amount of tissue damage caused by S aureus host interaction. Children
with severe AD exacerbation were found to have elevated C-reactive protein and erythrocyte sedimentation rate,
although these levels were significantly less than that of patients with infectious complications. There may be a
potential use in these inflammatory markers in identifying patients with AD who are at risk for severe infectious

complications.

Viral Infections

EH is caused by infection with herpes simplex virus (HSV)el, which is a potentially life-threatening
infectious complication in patients with AD. Nearly athird of children who are hospitalized for AD infectious
complications were related to EH. Younger age and non-White race (African Americans, Asians, and Native
Americans) are at increased risk for hospitalization with EH. EH can manifest with skin pruritus or pain and
presence of vesicles, punched-out erosions, or hemorrhagic crusts that can become more extensive. A local skin
infection may progress to disseminated vesicles with skin breakdown. Systemic EH infection may present with

fever, malaise, viremia, and complications including kerato- conjunctivitis, encephalitis, and septic shock.

Exposure to HSV-1 is common in the general population and is present in 60% of adults and 20% of children.
Immunologic and genetic elements likely contribute to the vulnerability of a subset of patients with AD, given
that EH only affects 3% of patients with AD.

Patients with AD and EH have been reported to have interferon-g receptor 1 single nucleotide polymorphisms
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and reduced interferon-g production that may contribute to an impaired immune response to HSV-1. Patients
with AD who develop EH tend to have more severe AD, earlier-onset AD, high total serum immunoglobulin
E/peripheral eosinophils, and presence of other atopic diseases such as food allergies and asthma, as compared
to their AD counterparts without EH. Patients with AD who have a history of S aureus skin infections are also
at higher risk for developing EH. This is consistent with the clinical observation that EH frequently occurs
concurrently with secondary S aureus skin infection in patients with AD. Eczema coxsackium (EC) should be
considered as a differential diagnosis for EH because it can present with extensive vesicles and skin erosion.
EC is a viral infection caused by coxsackie viruses in the enterovirus family. Some patients with EC may
also have symptoms of the hand-foot-mouth disease, such as oral sores and papules involving hands and
feet. Other possible symptoms include fever, sore throat, and poor appetite. In contrastto EH, EC is not life-
threatening and can be managed with standard AD treatments. If the diagnosis between EH and EC is
unclear, a sessional polymerase chain reaction for enterovirus can be obtained to differentiate between the 2
etiologies. Though more common in children, EC has also been described in adults. Molluscum contagiosum
(MC) is a poxvirus that belongs to the Molluscipoxvirus subfamily, but it is distinct from vaccinia, variola, and
cowpox viruses in the Orthopoxvirinae genus. MC infection in patients with AD may be diffused or along the
AD distribution. Skin barrier defects predispose patients with AD to MC, and long-term scratching leads to the
spread by autoinoculation. MC infection in AD has been associated with FLG LoF.Eczema vaccinatum (EV)
is a life-threatening infection in patients with AD that is caused by a live vaccinia virus in smallpox vaccines.
EV is reported to be rare since the discontinuation of routine smallpox vaccination in 1971. In 2002, owing to
the concern that smallpox virus may be used as a weapon for bioterrorism, a national program began to
vaccinate US military members, select laboratory researchers, and first responders with the smallpox vaccine.
Pre-outbreak smallpox vaccine is contraindicated in per- sons with a history of AD or persons who are in close
contact with patients with AD. With careful screening, there have only been a few cases of disseminated EV
or EV by autoinoculation since 2002. Most of the affected patients have been either military members or close
contacts of military members who had a recent history of smallpox vaccination. Although rare, an acute
presentation of vesiculopustular/nodular rash in a patient with AD with a military background, or who had

close contact with military should raise an index of suspicion for EV.

Prevention of Infections in AD

The approach in preventing infections in AD is based on addressing the predisposing factors for infections. Daily
skin hydration and moisturization are recommended for patients with AD to maintain skin barrier function.
Patients with AD should take a daily warm shower or bath, followed by gentle drying and application of a
moisturizer or a prescribed topical medication. The choice of moisturizer should be based on the patient’s or
parent’s preference and experience. In general, a thick or ointment-based moisturizer (e.g., petrolatum) is better
than cream in retaining moisture in the skin. Application of petrolatum has been indicated to up-regulate
antimicrobial peptides and induce key barrier differentiation markers such as filaggrin and involucrin, in patients
with AD. The use of standard topical anti-inflammatory medications, including topical corticosteroids (TCS)
and topical calcineurin inhibitors (TCI), have been reported to improve skin barrier functions based on trans
epidermal water loss. Furthermore, TCS and TCI have been reported to decrease S aureus colonization in AD

lesions. Topical anti-inflammatory treatments have been associated with increased microbial diversity in
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AD lesions. Although multiple case reports have found an association be- tween EH and the use of anti-
inflammatory medications in AD, this was not supported by a recent multicenter study, which reviewed more
than 200 cases of EH. The authors found that the use of TCS, TCI, systemic corticosteroid, or cyclosporine
was not associated with the onset of EH. Uncontrolled AD inflammation is likely the primary risk factor for
EH (or bacterial infections), rather than the anti-inflammatory treatment. Therefore, in the absence of an
active infection, anti-inflammatory treatment should confer protection against infections in patients with AD.
Dupilumab, a monoclonal antibody that targets the IL-4 a receptor to neutralize the effects of IL-4 and IL-13,
was found to decrease S aureus colonization and increase microbial diversity. Pooled analysis of dupilumab
clinical trials revealed significant improvement in SSTI and EH as compared with placebo. These observations
are consistent with the suppressive effects of IL-4 and IL-13 on skin barrier functions and endogenous
antimicrobial peptide expression in AD lesions, predisposing patients with AD to increased infections. Because
of the current unprecedented global pandemic caused by severe acute respiratory syndrome coronavirus 2
(SARS- CoV-2), there has been some concern about whether systemic anti- inflammatory medications for AD
including dupilumab may in- crease the risk of patients with AD for this viral infection. Case series, mainly from
Italy, thus far, have not supported an increased risk of SARS-CoV-2 infection in patients with AD who are
treated with dupilumab. A global web-based registry has been set up for clinicians to monitor the risks and
outcomes of SARS-CoV-2 in patients with AD receiving systemic agents, including dupilumab
(www.covidderm.org). Attempts to decolonize S aureus is largely experimental. There is insufficient evidence
that diluted bleach bath and antibiotics result in sustained decolonization of S aureus in AD. Dilute bleach at %
was not suppressive of S aureus growth or toxin production. Acetic acid (apple cider vinegar) has been used as
an anti- microbial bathing additive for AD, although its efficacy in S aureus clearance in AD has not been
established. Another study reported that 0.5% acetic acid daily bath for 14 days did not improve skin barrier
function or acidity in patients with AD, as compared with plain water baths. In contrast, skin irritation was
reported in some patients treated with dilute acetic acid. Chlorhexidine bath has been used in the decolonization
of MRSA in the general population, but it has not been studied adequately in AD. A potential adverse effect of
this antimicrobial agent is allergic contact dermatitis. The Infectious Diseases Society of America published
guidelines for the management of recurrent SSTI because of MRSA in  2011. Similar principles apply to the
management of recurrent SSTI in AD. Management of Infectious Complications in AD Approximately 20%
of children with AD hospitalized for infectious complications had invasive bacterial infections. For patients with
AD who have signs and symptoms of systemic illness, hospitalization and empirical intravenous antibiotics are
recommended. The empirical antibiotic regimen should provide coverage against S aureus because this is the
most frequently identified bacterial pathogen in AD. For critically ill patients, coverage for both MRSA and
MSSA with vancomycin and an antistaphylococcal beta-lactam is appropriate because vancomycin is inferior to
nafcillin or first- generation cephalosporins for the treatment f serious MSSA infections. For severe but non-
life-threatening infections, vancomycin may be used alone as empirical therapy, pending culture results.
Clindamycin can also be considered if there is no concern for an endovascular infection and the local prevalence
of clindamycin resistance is less than 15%. Bacteremia because of S aureus requires the use of a bactericidal
intravenous agent initially. For MRSA, vancomycin is the drug of choice. For MSSA, cefazolin and nafcillin are
both acceptable first-line agents, though nafcillin can cause venous irritation and phlebitis when administered
peripherally. As long as there are no concerns for ongoing bacteremia or an endovascular focus, completion of

therapy with an oral agent to which the isolate is susceptible is appropriate in children with Saureus bacteremia.


http://www.covidderm.org/
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Duration of therapy should be determined by the clinical response, but typically 7 to 14 days is recommended.
Infective endocarditis is a rare complication of AD. Careful auscultation for a heart murmur is recommended.
For patients with AD with uncomplicated, no purulent skin infection, a beta-lactam antibiotic that covers both S
aureus and b- hemolytic streptococci (eg, cefazolin or cephalexin) may be sufficient pending clinical response or
culture, considering local epidemiology and resistance patterns. In contrast, for patients with AD with a skin
abscess, history of MRSA colonization, close contacts with a history of skin infections, or recent hospitalization,
coverage for MRSA should be considered. Clindamycin, doxycycline, trimethoprim-sulfamethoxazole, and
linezolid are all acceptable oral options for MRSA skin infections in both children and adults, assuming the
isolate is susceptible in-vitro. Of note, the rates of clindamycin resistance have been rising among both MRSA
and MSSA nationally, though there is regional variation. Patients with AD with minor, localized skin infections
such as impetigo may be treated with topical mupirocin ointment. The duration of therapy typically ranges from
5 to 10 days depending on clinical response. Lesional HSV polymerase chain reaction should be sent on
suspicion of EH. However, treatment with systemic antiviral should not be withheld pending the results of HSV
testing. Coinfection of EH with S aureus is also common and concurrent treatment with an antieS aureus
antibiotic should be considered. There are no formal guidelines regarding the preferred route of administration
of antivirals or indications for hospitalization in patients with EH. For patients with extensive skin involvement,
signs of systemic illness, and those less than 1 year of age, parenteral acyclovir should be considered initially.
Fever and mild systemic symptoms often accompany mucocutaneous HSV infections, particularly with the
initial episode. Once clinical improvement is reported, a transition to an oral agentto complete the course of
therapy is appropriate. For mild cases, oral acyclovir can be considered and was associated with faster healing
and resolution of pain in a randomized, placebo-controlled trial of 60 adults and adolescents with EH.
Valacyclovir, the L-valyl ester prodrug of acyclovir, has a 3 to 5-fold greater bioavailability than oral
acyclovir, which can be dosed less frequently, and with plasma concentrations are comparable with parenteral
acyclovir. Topical antivirals do not have an appreciable benefit in HSV mucocutaneous disease and do not have
arole in the treatment of EH. Patients with herpetic lesions on or around the eye should be emergently evaluated
by an ophthalmologist. Rarely, EH can be complicated by HSV meningoencephalitis, which should be treated
with a prolonged course of intravenous acyclovir and managed in conjunction with a neurologist and infectious
disease specialist.Patients with AD with recurrent EH may benefit from long-term suppressive therapy, though
this has not been studied. The need for ongoing therapy should be reassessed after 6 to 12 months. The
development of resistance to acyclovir is rare in EH but may be suspected in cases of recalcitrant EH or
frequent recurrences of EH despite suppressive therapy and good adherence to long-term therapy. Forscarnet is
the recommended therapy for acyclovir-resistant HSV infections because acyclovir-resistant HSV isolates are
also resistant to valacyclovir. The treatmentfor EC is supportive of the continuation of routine skin care and
AD treatments, including TCS. MC is benign, and observation is recommended in most cases. An attempt
should be made to minimize scratching that spreads the lesions. This includes daily skincare and topical anti-
inflammatory treatments. Sedating fast-acting antihistamines may be helpful in decreasing scratch during
sleep. Treatments such as curettage, cryotherapy, salicylic acid, imiquimod, and cantharidin (beetle juice) are
associated with either pain, the risk for scarring, or mixed results of efficacy. However, a more recent
randomized placebo-controlled trial has indicated efficacy in the use of cantharidin for the treatment of pediatric
MC. When evaluating pustule-vesicular rash in patients with AD with a military background or a history of

close contact with military personnel who had a recent vaccination, an index of suspicion for EV should be
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raised. Suspected cases should be re- ported to the Centers for Disease Control and Prevention Emergency
Operation Center for assistance in diagnosis and management. EV patients with systemic symptoms may require

treatment with vaccinia immune globulin.

The aim of the study

The main goal of the present study was to examine the role of bacterial, viral and fungal infections in the development
of atopic dermatitis and to identify risk factors contributing the progress of these infections.

The main tasks of the research

1. Critical analysis of atopic dermatitis research

2. Determining the presence of infectious agents (bacterial, viral, and fungal) in pediatric (<18 years)
patients and identifying their prevalence in the studied population.

3. Comparison of infectious and non-infectious variants of eczema, considering other risk-factors of the
patient (gender, age, concomitant diseases, history of treatment, etc.)

4. Study of hypersensitivity profiles to different groups of allergens in AD patients

Approbation of the work

Fragments of the thesis have been mentioned at the 7\ conference — INDERCOS, international dermatology and
cosmetology congress.

Publications:
1) Infectious vs non-infectious atopic dermatitis — different patterns of causative agents and risk-factors /
Ketevan Khishtovani, George Kamkamidze / Global Journal of Research Analysis, October 2022 (in press).
2) Risk-factors of the infection-associated atopic dermatitis / George Kamkamidze, Ketevan Khishtovani, Neli
Topuridze, Maia Butsashvili / Allergy (European Journal of Allergy and Clinical Immunology), 2022. VVolume
77, Issue 10 (in press).

Materials and Methods

In total, we have studied the data of 392 pediatric patients whose clinical symptoms indicate the presence of atopic
dermatitis (eczema). The study design was cross-sectional. For each patient, we collected demographic, clinical and

laboratory data from the medical history using a special questionnaire. All patients were screened for bacterial, fungal,
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and viral pathogens. A venous blood test was performed to determine the body's hypersensitivity to a set of allergens
(panels).

Data entry and statistical analysis have been performed using the statistical package SPSS version 23.0. The outcome
variable is presence/absence of infection (two groups) and all other studied factors were analyzed in relation to this
outcome variable. Chi-square statistical test was used for comparison of variables among the study groups. The
statistical significance level was set at p<0.05.

We have used a specially developed questionnaire for the study, which included the following sections to evaluate
corresponding risk-factors:

1. Age and gender

2. Place of residence (city/village/region).

w

Diet (at an early age - breastfeeding/formula feeding/mixed: at an adult age - containing meat, vegetarian,
fasting, etc.)

Body mass index, intensity of physical activity, cigarette consumption (self-consumption and/or in the family)
Economic condition, environmental conditions, domestic animals

Parasitic infections and vaccination

History of antibiotic use

o N o g

History of pre - and probiotic use

Skin scraping test was performed for all patients using bacteriological (for bacterial and fungal causes) and molecular
(polymerase chain reaction-based analysis for viral causes) methods. Allergy tests were performed on the basis of a
venous blood test against a panel of 20 allergens or, in case of the need for more in-depth testing, against a panel of 300
allergens. Both technologies were based on the quantitative determination of allergen-specific “E”

immunoglobulin (IgE) (Fig.1).

Fig.1 Graphical presentation of methods for evaluation of sensitization to different allergen
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Results of the research

Data of 392 patients have been obtained within the scope of the study. Each patient's data is entered into a database

created by the SPSS template. The results of the comparison of the study groups are presented below.

Association of infection-related eczema with gender.

The prevalence of eczema is associated with gender: Atopic dermatitis occurs significantly more often in girls however

no significant difference is observed in the case of the form caused by infection.

Male 54(44,6%)  67(24.7%)

Association of infection-related eczema with family history of allergy

Non-infectious atopic dermatitis is significantly influenced by a person's genetic profile. This is indicated by its
statistically reliable association with the presence of allergic diseases among family members. In the case of infectious

origin of eczema, the presence of allergies in the family has an equal percentage share.

Absent 62 (51.3%) 70(25.8%)

Association of infection-related eczema with place of residence
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Infectious eczema is more prevalent in the rural population, while non-infectious eczema is significantly more

prevalent among the urban population.

Village 41(33.9%)  43(15.9%)

Association of infection-related eczema with frequent use of antibiotics

Frequent use of antibiotics is also associated with an increased risk of developing infectious origin eczema.

On 89 (73.6%) 234 (86.3%)
average 1

year or

less

Association of infection-related eczema with economic status

Low family economic status is associated with a higher prevalence of infectious eczema, whereas non-infectious atopic

dermatitis occurs more frequently in families of higher economic status.
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Average 56 (46.3%) 178 (65.7%)
>100 GEL
monthly

Association of Infectious-Related Eczema with Laboratory Levels of allergy

Laboratory-confirmed allergy (high level of total IgE in the blood) is associated with the presence of both - infectious
and non-infectious genesis eczema, however in the case of the non-infectious variant, an elevated rate is statistically

more likely to occur.

<100 U/ml  45(37.2%) 69 (25.5%)

Association of infection-related eczema with allergy profile

A study of allergen profiles reveals that infectious atopic dermatitis is more often associated with sensibilization to

inhaled allergens, whereas non-infectious eczema is predominantly associated with sensibilization to food allergens.

Food 27 (27.5%) 107 (56.6%)
Allergens
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Association of infection-related eczema with frequent respiratory infections

Frequent respiratory infections correlate directly with a higher prevalence of infectious eczema.

Less than 64 (65.3%) 147 (77.8%)
2 times a
year

Conclusions

e The spread of eczema is associated with gender: in general, non-infectious atopic dermatitis occurs significantly
more often in girls, however no significant difference is observed in the case of the form caused by infection.

¢ Non-infectious atopic dermatitis is significantly determined by a person's genetic profile. This is indicated by its
statistically reliable association with the presence of allergic diseases among family members. In the case of
infectious origin eczema, the presence of allergies in the family has an equal percentage share.

o Infectious eczema is more prevalent in the rural population, while non-infectious eczema is significantly more
prevalent in the urban population.

o Low family economic status is associated with a higher prevalence of infectious eczema, whereas non-infectious
atopic dermatitis is more common in families of high economic status.

o Frequent respiratory infections correlate directly with a higher prevalence of infectious eczema. Frequent use of
antibiotics is also associated with an increased risk of developing eczema of infectious origin.

o Laboratory-confirmed allergy (high level of total IgE in the blood) is associated with the presence of eczema of both
infectious and non-infectious origin, however in the case of the non-infectious variant, the higher rates is statistically
more likely to occur.

o The study of allergen profiles reveals that atopic dermatitis of infectious origin is more often associated with
sensibilization of the body to inhalation allergens, while non-infectious eczema is predominantly associated with

sensibilization to food allergens.

Scientific novelty and practical value of the research



0689960290 58969980256 sbe330EYELIE0 SHSBHO IHIHOBHOL 356300050980 HobL3 - RsgHB9B0b Tgbfszcrs
35

The scientific value of the research is determined by the comparative analysis of the risk factors based on the
epidemiological study which contributes to the development of infection associated eczema on the one hand and on the

other hand, the development of infection independent eczema.

The identification of risk factors for the development of different forms of atopic dermatitis is important in terms of

public health forming an optimal diagnostic, treatment, and preventive programs against significant pathology.

Practical recommendations

Risk factors associated with the development of infection-related atopic dermatitis should be taken into consideration

when developing prevention programs aimed at reducing the prevalence of this disease.

In terms of preventing the growing spread of eczema, it is important to identify its subspecies and develop specific
measures against these subspecies.

In the framework of public health programs, it is necessary to consider the introduction of modern methods of
identifying the infectious pathogens that lead to the development of eczema. Timely detection of an infectious agent is

an effective way to prevent atopic dermatitis, treat it early, and avoid complications.

It is necessary to consider a multidisciplinary approach during the development of programs against the spread of
eczema, including the infectious profile of the disease, which will improve the possibilities of solving complex and
important problem of atopic dermatitis for public health

List of scientific publications on the topic of the thesis:

Presentations at the international conferences:

1) Ketevan Khishtovani, George Kamkamidze. Infections associated with eczema . INDERCOS -
International Dermatology and Cosmetology Congress. 11-13 March 2022.

2) George Kamkamidze, Ketevan Khishtovani, Maia Butsashvili Risk-factors of the infection-associated
atopic dermatitis / / Poster Presentation at the Annual Hybrid Congress of the European Academy of
allergy and Clinical Immunology, 1-4 July, 2022, Prague, Czech Republic.

Presentations in the international peer-reviewed journals:

1) Ketevan Khishtovani, George Kamkamidze. Infectious vs non-infectious atopic dermatitis — different
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