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PE3HOME

LLea: [1a ce npoy4u edpekmvm om usnor3BaHemo Ha xpaHumeaHama gobaBka MieloOptik kamo agloBaHmHa
mepanus Npu nauueHmu ¢ nopBuyHa omkpumobabAHa 2aaykoma (MObBI).

Mamepuaau u memogu: ToBa npoyyBaHe BkalouBa pesyamamu om u3caegBaHua Ha gBeme o4u Ha 60
nauueHmu ¢ NMOBI. MauueHmume ca cAyyatHo pasgeAeHu B 2 2pynu om no 30 yyacmHuyu, Ha Bb3pacm
50-75 20guHu, koumo npoBexkgam monukaAHa aHmuzaaykomHa mepanua, kamo cmodHocmume Ha BOH
ca B 2paHuuume mexgy 14 go 21 mmHg. MayueHmume om 2pyna A ca npuemanu xpaHumeAHama gobaBka
mueaoonmuk 3a nepuog om 6 meceua. Tesu om 2pyna b He ca npuemanu HukakBu xpaHumeaHu gobaBku,
koumo buxa Mo2AU ga NoBAUAAM NOAOKUMEAHO UAU He2amuBHO pesyamamume om npoy4BaHemo. Beuuku
NauueHmu ca NPeMUHAAU NbAeH 0pmaArmMoAo2uyeH npeaeg, BkalouumeAHo: uscaegBaHe Ha 3pumeAHa
ocmpoma ¢ Ha-gobpa kopekuua 3a Bcako oko noomgeAHo, moHoMempua no foagmat, opmaamockonus,
20HUOCkonuA, naxumempusa, aBmomamuyra komnlombpra nepumempusa (SAP) u onmuyHa koxepeHmHa
momozpadua (OCT), npegu 3anouBaHe Ha npoyyBaHemo u caeg 6 meceua.

Peaynmamu: Caeg 6 meceua cpegHomo omkAOHEHUE Ha cpegHume cmodxocmu Ha MD npu
nauueHmume om 2pyna A e 3HayumeAHo no-Hucko ¢ 0,59 (p<0,05) om me3u 8 Hayanomo. PSD Ha 2pyna
A ca 3HayumeAHo no-Hucku ¢ 0,69 (p<0,05) om me3u 8 Hayaromo. MD u PSD 3Hauumenaro (p <0,05) ca
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ABSTRACT

Introduction: Glaucoma is a chronic progressive optic neuropathy characterized by pathological degeneration
of retinal ganglion cells (RGCs), with structural damage to the optic nerve and visual field loss.

Aim: To study the effect of the oral dietary supplement MieloOptik as an adjuvant therapy in patients with
primary open-angle glaucoma (POAG).

Materials and Methods: This study included examination results of both eyes of 60 patients with POAG.
The patients were randomly divided into 2 groups of 30 participants, aged 5075 years, who were receiving
topical anti-glaucoma therapy, with intraocular pressure (I0P) values between 14 and 21 mmHg. The patients
from group A took the dietary supplement MieloOptik for a period of 6 months. Those in group B did not take
any nutritional supplements that could positively or negatively affect the results of the study. All patients
underwent a complete ophthalmological examination, including best-corrected visual acuity examination for
gach eye, Goldmann tonometry, ophthalmoscopy, gonioscopy, pachymetry, standard automated perimetry
(SAP), and optical coherence tomography (OCT) at the start of the study and after 6 months.

Results: After 6 months, the mean deviation (MD) values from SAP in group A was statistically significantly
lower (p < 0.05), by 0.59, than those at baseline. The pattern standard deviation (PSD) values of group A were
statistically significantly lower (p < 0.05), by 0.69, than those at baseline. Both MD and PSD significantly
(p < 0.05) decreased over time. The corresponding parameters in group B patients showed a statistically
significant deterioration (p < 0.05) during the 6-month observation period.

Conclusion: These findings suggest that taking the nutritional supplement MieloOptik as adjuvant therapy
for patients with POAG appears to be effective in slowing the progression of the disease. Further studies on a
larger population and with longer follow-up are needed to confirm this pilot investigation.

Keywords: glaucoma, MieloOptik, neuroprotection, neuroregeneration, SAP

BbBEOEHUE

lnaykomama € XpOHUYHa npozpecuBHa onmuyHa HeBponamua,
xapakmepusupawa Ce ¢ NamoAO2UYHA (e2eHepauus Ha 2aHeAudHU
knemku Ha pemuHama (RGCs), coc cmpykmypHo yBpekgaHe Ha
3pumeAHuA HepB U 3a2yba Ha 3pumearo noae (1).

Moumu 8 MuAUOHA gywu umam 3aeyba Ha 3peHue nopagu 2aaykoma.
Om max: 3,6 MUAUOHa Ca CAenu, a 4,2 MUAUOHA UMam YMEpPeHo go
mexkko yBpekgaHe Ha 3peruemo. Taka 2naykomama e kaacupada
kamo Bmopama Bogewa npuyuHa 3a cAenoma u 4emBbpmama
Bogewa npuyuHa 3a ymepeHo u mexkko yBpekgaHe Ha 3peHuemo u
cAegoBameAHo Hal-4ecmama NpuyuHa 3a Heobpamuma cAenoma U
Bmopama Hal-4ecma NpuyuHa 3a Heobpamumo ymepeHo u mexkko
yBpeXgaHe Ha 3peHuemo (2).

OnpegeasHemo Ha enaykomama kamo HeBpoAozuyHo pascmpotcmBo
nopagu gokasaHu usMeHeHus B 3pumeAaHume nbmuwa, G
CMPaHUYHOMOo koAeHYamo msAA0 U 3pumeAHama kopa (3), kakmo u
gokasameacmBama 3a npozpecua npu HAakou nauueHmu, Bonpeku
gobpua koHmpoa Ha 0cHOBHUA puckoB Gakmop — BOH (4), nokasBam,
Ye CMaHgapmHama xunomen3uBHa mepanus He € gocmamuyHa (5).
ToBa gaBa ocHoBaHue ga ce npegnonaea, 4e HeBponpomekuuama Moxke
ga uzpae mepaneBmuyHa poad (aamepHamuBHa uAu agloBaHmHa)
npu moBa 3abondBaHe. HeBposawumama e mepaneBmuyeH nogxog,
HacoyeH kom npegomBpamaBaHe, 3a0aBAHe UAU HamaAABaHe Ha
cMbpmma Ha HepBHU knemku (6,7).

Peguua Monekyau, BumamuHU U  XpaHumeaHu gobaBku ¢
HeBponpomekmuBHU U HeBpomogyaamopHu kayecmBa ca  buAu
npoy4BaHu nNpe3 20guHume. 3a ueama Ha akmyaaHomo npoyuBare e
u3bpaHa xpaHumeaHama go6aBka mueroonmuk. TA ce npuema per
0S N0 egHa amnyAa gHeBHO 3a nepuog om 6 meceua. Egha amnyaa

INTRODUCTION

Glaucoma is a chronic progressive optic neuropathy characterized
by pathological degeneration of retinal ganglion cells (RGCs), with
structural damage to the optic nerve and visual field loss (1).

Almost 8 million people have vision loss due to glaucoma. A total of
3.6 million of those are blind and 4.2 million have moderate to severe
visual impairment. Glaucoma is thus ranked as the second leading
cause of blindness and the fourth leading cause of moderate and
severe visual impairment, and, therefore, the most common cause
of irreversible blindness and the second most common cause of
irreversible moderate and severe visual impairment (2).

The definition of glaucoma as a neurological disorder, due to proven
changes in the visual pathways, in the geniculate lateral nucleus and
the visual cortex (3), as well as the evidence of progression in some
patients, despite good control of the main risk factor—intraocular
pressure (I0P) (4) show that standard hypotensive therapy is not
sufficient (5). This suggests that neuroprotection may play atherapeutic
role (alternative or adjuvant) in this disease. Neuroprotection is a
therapeutic approach aimed at preventing, delaying, or reducing the
death of nerve cells (6,7).

Several molecules, vitamins, and nutritional supplements with
neuroprotective and neuromodulatory properties have been studied
over the years. The dietary supplement MieloOptik was chosen for
the purpose of this study. It is taken per os, one ampoule daily for a
period of 6 months. One ampoule contains: curcumin 100 mg, uridine
monophosphate 50 mg, lutein 10 mg, vitamin B3 10 mg NE, vitamin
B6 6 mg, vitamin B1 4 mg, folic acid 400 pg, vitamin B12 10 pg.
Curcumin is a phytochemical compound extracted from the popular
Indian spice turmeric (Curcuma longa). Over the past 50 years, in
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cobgbpka: kypkymur 100 mg, ypuguH moHopocham 50 mg, aymeur 10
mg, Bumamux B3 10 mg NE, Bumamun B6 6 mg, Bumamun B1 4 mg,
0onueBa kuceauna 400 pg, Bumamun B12 10 pg.

KypkymuHom npegcmaBasBa GumoxuMUu4HO CbeguHeHue, u3BrgyeHo
0m nonyAapHama uHgudcka nognpaBka kypkyma (Curcuma longa). Mpes
nocAegHume 50 20guHu in vitro u in vivo ekcnepumermu paskpuBam
poAdma Ha noAupeHoaume U kypkymuHa 3a npoguaakmukama u
AeYeHUemO Ha MH020 pasAuYHU Bb3naAumeAHU 3a60A9BaHuA U mymopu
nopagu gokasaHume My npomuBoBb3naAumeAru, aHmuokcugaHmHu u
aHmumymopHu cBotcmBa (8).

YpuguH MoHodocham npegemaBasBa eguH om yemupume 0CHOBHU
komnoHeHma B8 cbcmaBa Ha PHK. [leacmBa kamo koeHsum,
yyacmBauw, B8 cuHmesa Ha HeBpoHaAHU cmpykmypu, Ha 2aukoAunugu
U MueauHoBama 068uBka. Kozamo ce npuema kamo go6aBka, ypuguH
MoHodochambm AeCHO npemuHaBa kpoBHO-Mo3byHama 6Gapuepa U
uMa MH020 N0-gobpa BUOHAAUYHOCM OM XpaHUMEeAHUME U3MOYHUUU
(9,10). ledcmBa pezeHepupaulo Ha HeBPoHUME U UMa CMUMYyAUpaULU
cBoacmBa Bopxy Mo3byHama akmuBHocm (11).

Aymeurom npegnasBa GomopeuenmopHume kaemku Ha pemuHama
om BpegHomo Bv3getcmBue Ha cBemauHama. [ledcmBa kamo
aHmuokcugadm u npegomBpamaBa AunugHama nepokcugauud (12).
A okcugamuBHuam cmpec gokazaHo uzpae namozeHHa poad B8 MObl
(13).

Bumamun B1 (muamun) yyacmBa 8 okucaumeaHomo paszpakgaHe
Ha Bveaexugpamume, npu koemo ce ocuzypABa eHepeua 3a
knemkume, a BumamuH B3 (HuauuH) e BakeH 3a MemaboAusMa
Ha BbeAexugpamume, MasHuHUME U npomeuHume, kakmo u 3a
npegaBaHe Ha meXkgykaemobyHUME cuzHaAu, yuacmBa B 06pasyBaHe Ha
koensumume HAL u HALLQD.

Bumamun B6 (nupugokcud) e GBakeH ¢akmop 8 MmHokecmBo
MemaboAumHu  peakuuu  Ha  amunokuceauHume, 2alokozama U
Aunugume. Tod yyacmBa 8 cuHmesa Ha chuHzoAUNUgU — cbecmaBka Ha
MueAuHoBama 068uBka Ha akcoHume u uzpae poAd B buocuHmesa Ha
HeBpompaHcMumepu. BumamuH B6 e omeoBopeH 3a noggbpkaHemo
Ha HOPMAaAHU HUBA Ha xomouucmeuH, kodmo 2eHepupa okcugamuBeH
CMpec U UHgyuupa anonmo3a B pemuHaAHUMe 2aH2AUCHU kaemku.
Mo-Bucoku HUBa Ha xomouucmeuH ca omkpumu Bvb8 BompeoyHama
MEYHOCM U Ha nauueHmu ¢ MObl (14).

BumamuH B9 (poaueBa kuceauna) uzpae kalouoBa poad B cuHmesa
Ha IHK u PHK. Mpu geduuum ce nomucka cuHmesama Ha [HK u
knembuHOMO geneHe ce HapywaBa. B9 noBauaBa akmuBHocmma
Ha 2eHume, yyacmBawlu B8 pezeHepauuama Ha HepBHUMe kaemku,
yyacmBa B npomeuHoBuA MemaboAausbM U uzpae kalouoBa poad B
pasepakgaHemo Ha xomouucmeuna. lpousBogHume Ha doaueBama
kuceAuHa (Goramu) ca kopakmopu Ha 20AaM 6pOT eH3UMU, y4acmBawiu
B cuHmesa Ha amuHokuceauHu (14).

Bumamun B12, usBecmeH cowo kamo kobanamuH, € eguH om
BumamuHume, koumo ca om CbWecmBeHo 3Ha4YeHUe 3a CUHME3a Ha
JOHK u npousBogcmBomo Ha eHepzuA. Heobxogum 3a npaBuaHomo
06pasyBare Ha yepBeHu kpbBHU kaemku U uerocmMmMa Ha UeHMpanHama
U nepucepHama HepBHa cucmema. Jeduuumbm moke ga goBege go
noBuwaBare Ha HuBama Ha XOMOUUCMEUH, onmuyHa HeBponamusa U
Heobpamumo yBpexkgaHe Ha HepBHama cucmema (14).

Lleama Ha npoyyBaHemo e ga ce uscregBa edekmom om usnor3BaHemo
Ha XpaHumeaHama go6aBka MieloOptik kamo agloBaHmHha mepanus
Npu NauueHmu ¢ nopBuyHa omkpumovaoAHa 2aaykoma.

vitro and in vivo experiments have revealed the role of polyphenols
and curcumin in the prevention and treatment of many different
inflammatory diseases and tumors due to its proven anti-inflammatory,
antioxidant, and antitumor properties (8).

Uridine monophosphate is one of the four main components of RNA.
It acts as a coenzyme involved in the synthesis of neuronal structures,
glycolipids, and the myelin sheath. When taken as a supplement,
uridine monophosphate easily crosses the blood-brain barrier and
has much better bioavailability than dietary sources (9,10). It has a
regenerative effect on neurons and has stimulating properties on the
brain activity (11).

Lutein protects the photoreceptor cells of the retina from the harmful
effects of light. It acts as an antioxidant and prevents lipid peroxidation
(12). Oxidative stress has been proven to play a pathogenic role in
primary open-angle glaucoma (POAG) (13).

Vitamin B1 (thiamine) participates in the oxidative breakdown of
carbohydrates, which provides energy for the cells, and vitamin B3
(niacin) is important for the metabolism of carbohydrates, fats, and
proteins, as well as for the transmission of intercellular signals, it also
participates in the formation of coenzymes nicotinamide adenine
dinucleotide (NAD) and nicotinamide adenine dinucleotide phosphate
(NADPH).

Vitamin B6 (pyridoxine) is an important factor for many metabolic
reactions of amino acids, glucose, and lipids. It participates in the
synthesis of sphingolipids—a component of the myelin sheath of
axonsand plays arole in the biosynthesis of neurotransmitters. Vitamin
B6 is responsible for maintaining normal levels of homocysteine,
which generates oxidative stress and induces apoptosis in retinal
ganglion cells. Higher levels of homocysteine have been found in the
intraocular fluid of patients with POAG as well (14).

Vitamin B9 (folic acid) plays a key role in the synthesis of DNA and
RNA. In case of deficiency, DNA synthesis is suppressed, and cell
division is impaired. B9 affects the activity of genes involved in the
regeneration of nerve cells, participates in protein metabolism, and
plays a key role in the breakdown of homocysteine. Derivatives of
folic acid (folates) are co-factors of many enzymes involved in the
synthesis of amino acids (14).

Vitamin B12, also known as cobalamin, is one of the vitamins
essential for DNA synthesis and energy production. It is necessary for
the proper formation of red blood cells and the integrity of the central
and peripheral nervous system. Deficiency can lead to increased
homocysteine levels, optic neuropathy, and irreversible damage to the
nervous system (14).

AIM

The purpose of the study is to investigate the effect of the dietary
supplement MieloOptik as an adjuvant therapy in patients with POAG.
MATERIALS AND METHODS

In the present prospective study, 60 patients were randomly divided
into 2 groups (A and B), each of which included 15 women and
15 men aged 50 to 75 years, who were diagnosed with POAG and
receiving topical antiglaucoma therapy. The study was conducted
at the Specialized Eye Hospital in Burgas, and the candidates were
selected among outpatient, dispensary, and hospitalized patients with
POAG from the Mladost Medical Center, the Dr. lvanovi Center, and the
Specialized Eye Hospital, Burgas.
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METOAI

B Hacmosawomo npocnekmuBHo npoyyBaxe yyacmBaxa 60 nauueHmu,
koumo ca cayuadHo pasgereHu 8 2 2pynu (A u b), Bcaka om koumo
BkalouBa 15 keHu u 15 Moxe Ha Bbapacm 50 go 75 20guHu, koumo ca
guazHocmuuupadu ¢ MObI u npoBekgam monukaHa aHmMuzAaykomHa
mepanud. [poyyBaHemo ce npoBege 8 COBAA — bBypeac, kamo
kaHgugamume ca nogbpaHu cpeg ambyAamopHuU, gucnaHcepuaupaHu
U xocnumaaAusupasu nauuesmu ¢ MObI om MeguuuHcku ueHmbp
JMaagocm®, Ouna kauruka ,1-p BaHoBu" u COBAA — bypaac.
MpoyyBaHemo ce npoBexkga cnpAMO emuYHUME HOPMU U CMaHgapmu
C paspeuwleHue Ha Komucuama no emuka Ha HayyHUmMe u3cAegBaHus
Ha MY-BapHra — Mpomokon/Pewerue Homep 103 om gama 27.05.21.
NHGOpMUPaHO CbeAacue e nognucaHo om Bceku nauueHm cAeg
gemalAHO pa3ACHEHUE Ha CbwHOCMMA U  npouegypama Ha
npoyyBaHemo.

B Ha4aromo Ha npoy4BaHemo Ha Bcuuku nauueHmu e HanpaBeH
NoAeH 0(MaAMOAO2UYeH npe2aeg, BkalouumeaHo u3mepBaHe Ha
BOH ¢ anaaHauuoHHa moHomempua no [oagmaH, 20HUOCkonua,
odmaamockonus,  aBmomamuyHa  komnlombpHa  nepumempust
(SAP). ToHomempusama no loagmaH e u3BbpwBaHa mekgy 14
u 16 u.; SAP e usBvpwena ¢ Humphrey Field Analyzer (HFAII, Carl
Zeiss), ¢ pasmep Ha cmumyAa lll, CbC cmaHgapmeH aA20pumbm
Swedish interactive threshold (SITA) u npozpama 30-2. Mpu Bcuuku
nauueHmu 3aboAaBaHemo 2aaykoma e koHmpoAupaHo ¢ monukaAHa
aHmuzaaykomHa mepanus u BOH e coC cpegHa cmodHocm 3a 2pyna A
14,2 mmHg (SD 1,14), a3a 2pyna b 13,9 (SD 1,31) mmHg.
MauueHmume ca cAy4adHo pasgeneHu B 2 2pynu: 2pyna A BkalouBa mesu,
koumo npuemam mueroonmuk, a 2pyna B — mesu, koumo He npuemam
HukakBu xpaHumenHu go6aBku. OpaaHama mepanuAa ¢ Mueaoonmuk
ce npoBege cnpamo npegaokeHama om npousBogumend go3upoBka
(npousBogumea — Plantapol, Vcnarus, BHocumea Naturpharma,
BoAzapus), N0 egHa amnyAa gHeBHO 3a nepuog om 6 meceua.
CregHume kpumepuu 3a usknlouBare 6Aaxa cvbAlogaBaHu: Had-gobpa
3pumeara ocmpoma ¢ kopekuua (BCVA) <0,5, HamargHa npo3payHocm
Ha ouyHume cpegu (kamapakma, xemo®maam), ConbmcmBawu
HeBpogezeHepamuBHU 3a60AABaHUA UAU 3a60AABaHUA HA 3agHUA O4eH
cezmeHm, koumo mMozam ga noBaussm pesyamamume Ha SAP, arepeus
UAU HENoHocuMocm koM cocmaBkume Ha u3noA3BaHume XpaHumeAHu
go6aBku, omkas om yyacmue 8 npoy4BaHemo.

Mpe3 nepuoga om 6 Meceua HAMAwe omnagHaAu om npoy4BaHemo
nauueHmu u Hukol He gokaagBa 3a guckomdopm uAU CMPaHUYHU
epekmu BeaegemBue Ha npuema Ha xpaHumeAHume gobaBku.

Creg usmuyaHe Ha nepuoga om 6 meceua Bcudku nayueHmu om
gBeme 2pynu b6Axa NogAOkKeHU Ha cobliume u3caegBaHus, koumo baxa
npoBegeHu B Ha4arnomo Ha npoy4BaHemo. Mapamempume, koumo 6axa
B3emu nog BHumaHue, ca caegHume: MD u PSD, usmepeHu coc SAP B
cmamucmuyeckua aHaau3 ca BkaloueHu no gBe ouu Ha Beeku nauueHm
¢ bunamepaaHo guazHocmuuupara Maobr.

CTATCTWYECKO OLLEHABAHE

Bcuyku aHaausu 6Axa usBopuwieHu ¢ nomowma Ha copmyep SPSS (1BM
Corp. Apmok, Hio Mopk) Bepcus 19.0. 3a Beuuku mecmoBe HUBoMO
Ha 3Ha4yumocm bewe onpegeneHo Ha p <0.05.

3noaHeHuemo Ha usuckBaHuAMa 3a gaHHU 3a NapaMempuyeH aHaAu3
(HOPMaAHOCM U XOMOZEHHOCM Ha gucnepcuama) ce ougeHABa 4pes
cneuuduyHu mecmoBe (KoamozopoB—CmupHoB u AuBadH). Mpynu A
u B baxa cpaBHeru ¢ egHodakmopeH ANOVA 3a Beeku napamemop.

The study was conducted in accordance with ethical norms and
standards, approved by the local Committee on Ethics of Scientific
Research of the Medical University of Varna with Protocol/Decision
No. 103 from 27.05.21.

An informed consent was signed by each patient after a detailed
explanation of the nature and procedure of the study.

At the beginning of the study, all patients underwent a complete
ophthalmological examination, including 10P measurement with
Goldmann applanation tonometry, gonioscopy, ophthalmoscopy,
standard automated perimetry (SAP). Goldmann tonometry was
performed between 2 and 4 pm; SAP was performed with a Humphrey
Field Analyzer (HFAII, Carl Zeiss), with stimulus size Ill, with a standard
Swedish interactive threshold algorithm (SITA), and program 30-2.
In all patients, the disease was controlled with topical antiglaucoma
therapy and the I0P averaged 14.2 (SD 1.14) mmHg for Group A and
13.9 mmHg (SD 1.31) for Group B.

The patients were randomly divided into 2 groups: group A included
those taking MieloOptik, and group B included those, who did not take
any nutritional supplements. The oral therapy with MieloOptik was
carried out according to the dosage suggested by the manufacturer
(manufacturer: Plantapol Spain, importer: Naturpharma Bulgaria)—
one ampoule per day for a period of 6 months.

The following exclusion criteria were observed: best-corrected visual
acuity (BCVA) < 0.5, reduced transparency of the ocular media
(cataract, hemophthalmos), other neurodegenerative diseases
or diseases of the posterior segment of the eye that may affect
SAP results, allergy or intolerance to the ingredients of the food
supplements used, refusal to participate in the study.

During the 6-month period, there were no patients who dropped out of
the study, and no one reported discomfort or side effects as a result of
the nutritional supplements.

After the 6-month period, all patients in both groups underwent
the same examinations that were performed at the beginning of the
study. The parameters that were considered are the following: mean
deviation (MD) and pattern standard deviation (PSD) measured with
SAP. Two eyes of each patient with bilaterally diagnosed POAG were
included in the statistical analysis.

STATISTICAL EVALUATION

All analyses were performed using the SPSS software (IBM Corp.
Armonk, NY) version 19.0. For all tests, the level of significance was
setatp < 0.05.

The fulfillment of data requirements for parametric analysis (normality
and homogeneity of variance) was assessed by specific tests
(Kolmogorov-Smirmnov and Levine). Groups A and B were compared by
one-way factorial ANOVA for each parameter. Intra-group variation of
parameters was assessed with Student’s t-test for repeated measures.
In addition, the following methods were applied: descriptive analysis,
variance analysis, graphical analysis, and Pearson correlation analysis.

RESULTS

Tables 1 and 2 present a statistical comparison of demographic data,
MD and PSD parameters for group A and group B, before and after
initiation of MieloOptik therapy. During the follow-up period, patients
in group A showed effective improvement in the perimetric parameters
compared to those in group B not receiving the MieloOptik supplement
as MD decreased by 11% and PSD decreased by 17%. The patients in
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BvmpewHozpynoBo BpemeBo U3MeHeHUe Ha napamempume 6eule
ougHeHo ¢ t-mecma Ha CmiogbHm 3a noBmapAwu ce uamepBaHuA.
B gonvaHeHUe 6Axa NpuAOKeHU cAegHUMe memogu: geckpunmuBeH
aHaAu3, BapuauuoHeH aHaAus, 2paduyeH aHaau3 u kopeAauuoHeH aHaAu3
Ha Pearson.

PE3YATATI

Table 1. Parameters examined at the start of the study.

group B had a worsening of the corresponding parameters compared
to those in group A over the same period with a statistical significance
of 95%, with MD increasing by 4%, and PSD increasing by 16%. It
turns out that the two groups do not have a statistically significant
difference regarding the age of the patients (p = 0.1).

The following Fig. 1 and Fig. 2 show a comparison of the mean
values of MD and PSD, respectively, measured with SAP for patients

Table 2. Parameters examined six months after the start of the study.

Parameter Goup A—0 months Group B—0 months Parameter Group A—6 months Group B—6 months
Age 65,77 7,31 64,5 7,92 Age 67 7,31 65.07 7.92
Sex (M/F) 15/15 15/15 Sex (M/F) 15/15 15/15

MD -5,35 483 -3,78 3,29 MD -4.76 4.47 -3.93 3.36
PSD 4,02 2,84 3,07 2,08 PSD 3.33 2.39 33 219

B mabauua 1 u 2 e npegcmaBeHo cmamucmuyecko cpaBHeHue Ha
gemozpadckume gaHHu u napamempume MD u PSD om SAP 3a 2pyna
A u 2pyna B npegu u caeg 3anouBaHe Ha mepanua ¢ Mueroonmuk.
lpe3 nepuoga Ha npocaegABaHe nauueHmume om 2pyna A nokasBam,
4e umam epekmuBHo nogobpABaHe Ha nepumempuyHUMe nokasameau
B cpaBHeHue ¢ me3u om 2pyna B, Henpuemawu gobaBkama
muenoonmuk, kamo MD ce e noHwkuro ¢ 11% ,a PSD ce e Hamaauao
cbe 17%. [lokamo npu nauueHmume om 2pyna B uma BrowaBaHe
Ha cbomBemHume nokasameau B cpaBHeHue ¢ mesu om 2pyna A 3a
CbWUA nepuog coCc cmamucmuyecka 3Havyumocm 95%, kamo MD
ce e noBuwuro ¢ 4%, PSD ce e yBeauuuno ¢ 16%. OkasBa ce, ue
gBeme 2pynu HAMAm cmamucmuyecku 3Hayuma pasauka OMHOCHO
Bospacmma Ha nauuedmume (p= 0,1).

CregBawume Quzypu 1 u 2 nokasBam cpaBHeHue Ha cpegHume
cmoaHocmu Ha MD u cbomBemuo PSD, usmepeHu ¢ SAP 3a
nauuesmu, npuemawiu Mueaoonmuk (2pyna A) u nauugHmu, koumo He
Ca NogAOKeHU Ha mepanus ¢ Mueaoonmuk (2pyna B), npegu 3anoyBane
Ha mepanuA u Ha 6 meceua. Om guaepama 1 ce Bwkga BrowaBaHe Ha
nokasameas MD npu nauueHmume om 2pyna B, a om guazpama 2 ce
Bukga BrowaBare Ha nokasameas PSD npu nauueHmume om 2pyna B.
AHanusbm Ha kopeaauuoHHume Bpu3ku, 6asupaHu Ha kopeaauuoHHUA
koeuuueHm Ha MupcoH No udcregBanHume napamempu Ha epynume A
u B B8 Ha4aromo u caeg 6 meceua nokasBa, ye MD u PSD ca 8 MH020
Bucoka cmamucmuyecku sHayuma kopeaauud ¢ 95% BepoamHocm
CbC CoomBemHume cu cmodxocmu caeg 6 meceua — 0,98 u 0,93 3a
2pyna A; 0,998 u 0,99 3a 2pyna B. CaegoBameaHo norokumeaHomo
U3MeHeHUe e HacmbnuAo 33 Bcuvku nauueHmu om 2pyna A
nopagu npuema Ha mueroonmuk, a BrowaBaHe Ha CvbomBemHume
napamempu € HacmbnuAao npu Bcuyku nauueHmu 3a 2pyna B.
HabnlogaBa ce cmamucmuyecku 3Hayuma koperauuoHHa Bpbaska
mexkgy gBoukume kpumepuu MD u PSD u 3a gBeme uscregBanu
2pynu. Bb3pacmma u noxbm He ca onpegeAdwiu U 3a gBeme 2pynu
B Hayanomo Ha uscaegBaHemo. HauaaHume cmodHocmu Ha MD
3a 2pyna A ca B cmamucmuyecku 3HaYuMa CuAHa OMPUUAMEAHA
kopenauus cvomBemHo -0,74 u -0,78 (p=0,0001<=0,05) ¢
Ha4aAHUMe cmotHocmu Ha PSD u coc cmodHocmume Ha PSD
creg 6-meceyHua nepuog. CmodHocmume Ha MD creg 6 meceua
3a 2pyna A ca B cmamucmuyecku 3HaYuMa CuAHa OMPpUUAMEAHA

Mean PSD

Group A Group B

Fig. 1. Comparison of mean MD values for group A and group B.
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Fig. 2. Comparison of mean PSD values for group A and group B.

taking MieloOptik (group A) and patients not undergoing therapy
with MieloOptik (group B) before starting therapy and at 6 months.
Fig. 1 shows deterioration of MD in Group B patients and Fig. 2
shows deterioration of PSD in Group B patients. The analysis of the
correlations based on the Pearson correlation coefficient for the
observed parameters of groups A and B at the start and after 6 months
shows that MD and PSD have a very high statistically significant
correlation with 95% probability with their respective values after 6
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kopeaauus, cbomBemno -0,72 u -0,81 (p=0,0001<=0,05) ¢
HayanHume cmodxocmu Ha PSD u cbc cmodHocmume Ha PSD
creg 6-meceyHua nepuog. HavaaHume cmoddocmu Ha MD 3a
2pyna B ca B cmamucmuyecku 3Hayuma CuAHa OmpuuameAHa
kopeaauus, coomBemno -0,84 u -0,841 (p=0,0001<=0,05) ¢
HayarHume cmotHocmu Ha PSD u coc cmotHocmume Ha PSD caeg
6-meceyHus nepuog. CmoaHocmume Ha MD caeg 6 Meceua 3a 2pyna

Table 3. MD growth rate of group A and group B after the first six-month period.

MD growth rate Group A

atthe end of a
6-month period

months—0.98 and 0.93 for group A; 0.998 and 0.99 for group B.
Therefore, the positive change occurred for all patients from group A
due to MieloOptik, and a deterioration of the corresponding parameters
occurred for all patients from group B. A statistically significant
correlation was observed between the pairs of the MD and PSD
criteria for both studied groups. Age and gender were not significant
for both groups at the start of the study. Baseline MD values for group

Table 4. PSD growth rate of group A and group B after the first six-month period

PSD growth rate Group A
at the end of a
6-month period

N 30 30 N 30 30

Min -0.86 -0.88 Min -3.45 0.00
Max 3.22 0.05 Max 0.43 0.88
Mean 0.93730 -0.1558 Mean -0.6883 0.2293
SD 15/15 0.23861 SD 1.09060 0.27557

B ca 8 cmamucmuyecku 3HaYumMa CuAHa ompuuameAHa kopeaauus,
coomBemno -0,83 u -0,836 (p=0,0001<=0,05) ¢ HauarHUme
cmodHocmu Ha PSD u cvc cmodHocmume Ha PSD caeg 6-MeceyHuA
nepuog. KoeuuueHmom arda Ha KpoHbax uma cmolHocmu Hag 0,9
no Bcuuku kpumepuu u 3a gBeme 2pynu, koemo nokasBa, ue ckarama
e HagekgHa. oayyeHama p-cmodHOCM € no-Manka UAU paBHa Ha
npegBapumenHo 3agageHama om u3cAegoBamens cmodHocm Ha aada
a (06ukHoBeHo a = 0.05), cAegoBameAHo NoAyYeHUME pesyamamu ca
cmamucmuyecku 3Hayumu.

CaegBawume mabauuu 3 u 4 nokasBam memna Ha npozpecus Ha MD
u PSD 3a wecmmeceyHus nepuog 3a g8eme uscregBanu 2pynu. MD
3a 2pyna A ce e nogobpuro ¢ 0,59 dB/6 meceua, a MD 3a 2pyna B ce
e Browuno ¢ 0,15 dB/6 meceua, m.e. omyuma ce 6aBHa Npozpecus.
PSD 3a 2pyna A ce e nogobpuao ¢ 0,69 dB/6 meceua. PSD 3a 2pyna B
ce e Browuno ¢ 0,23 dB/6 meceua, m.e. omHoBo ce omyuma 6aBHa
npozpecus. TabAuua 5 nokasBa pesyamamume om NpuAdeaHemo Ha
t-mecma Ha CmlogbHm 3a cpaBHeHue Ha memnoBeme Ha NPoMAHA
Ha cmotHocmume Ha MD u PSD 3a gBeme 2pynu 3a WeCmMeceyHus
nepuog, koumo ca cmamucmuyecku 3Hayumu (p<=0.05).
CaegoBamenHo B epyna A (nauueHmu ¢ mueroonmuk) memnbm
Ha npozpecus Ha MD u PSD 3a 6 meceua e cmamucmuyecku
3Ha4umo no-manok (p=0,0001<=0,05) B8 cpaBHeHue ¢ 2pyna B
6e3 mueroonmuk npu egHakBu gpyau ycAoBuA — NPUBAU3UMEAHO
egHakBo BOH (2pyna A — cpegHo 14,2 mmHg, a 3a 2pyna b — cpegHo
13,9 mmHg), npubausumeHo egHakBa Bb3pacm Ha nauugHmume
(3a epyna A — cpegHama Bb3pacm e 65,8 20guHu, a 3a 2pyna B —
64,5) u egrakBo pasnpegeAeHue no noA 3a gBeme 2pynu — 15 Moxke
u 15 keHu.

ANCKYCINA 11 3AKAHYEHNE

EkcnepumeHmanHume u kauHu4HUme gaHHu nokasBam, Ye nepopaHama
g03a ¢ KypkymMUH ce noHacA gobpe U e gokasaHo 6e3onacHa 3a xopama,
koemo ce nomBopgu u npu koHkpemHomo kauHU4HO npoy4BaHe. Mva
gokasameacmBa 3a HeBposawumHua edekm Ha kypkymuHa Bobpxy
2aH2AubHUME kaemku Ha pemuHama, kakmo U 3a uHXxubupaHemo
Ha okcugamuBHua cmpec U noAokumeAHomo My BauAHue Bbpxy

A were statistically significantly strongly negatively correlated -0.74
and -0.78 (p = 0.0001 <= 0.05) with baseline PSD values and with
PSD values after 6 months. The MD values after 6 months for group
A were in a statistically significant strong negative correlation, -0.72
and -0.81 (p = 0.0001 <= 0.05), with baseline PSD values and
with PSD values after the 6-month period. The baseline MD values for
group B were statistically significantly strongly negatively correlated,
-0.84 and -0.841 (p = 0.0001 <= 0.05), with baseline PSD values
and with PSD values after the 6-month period. The MD values after
6 months for group B were respectively in a statistically significant
strong negative correlation, -0.83 and -0.836 (p = 0.0001 <=
0.05), with baseline PSD values and with PSD values after 6 months.
Cronbach’s alpha coefficient had values above 0.9 across all criteria
for both groups, indicating that the scale was reliable. The obtained
p-value was less than or equal to the researcher’s predetermined
value of alpha (0) (usually o0 = 0.05), therefore the obtained results
were statistically significant.

The following Tables 3 and 4 show the rate of progression of MD and
PSD for the 6-month period for the two observed groups. The MD
parameter for group A improved by 0.59 dB/6 months and the MD
parameter for group B deteriorated by 0.15 dB/6 months, i.e., it was
showing a slow progression of the disease. The PSD parameter for
group A improved by 0.69 dB/6 months, and the PSDparameer for
group B deteriorated by 0.23 dB/6 months, i.e., it was showing slow
progression again.

Table 5 shows the results of applying the Student’s t-test to compare
the rates of progression of MD and PSD values for the two groups for
the six-month period, which are statistically significant (p <= 0.05).
Therefore, in group A (patients with MieloOptik) the rate of progression
of MD and PSD in 6 months is statistically significantly lower (p
= 0.0001 <= 0.05) compared to group B without MieloOptik,
under equal other conditions—approximately equal 10P (group A:
average 14.2 mmHg, group B: average 13.9 mmHg), approximately
the same age of the patients (group A: average age of 65.8 years,
group B: average age of 64.5) and equal gender distribution for both
groups—15 men and 15 women.
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Table 5. Statistical significance of MD and PSD progression rates of the two groups

after 6 months.
PSD growth rate MD progression rate PSD progression rate at
at the end of a at the end of the 6th the end of the 6th month
6-month period month period period
t 4.241 -4.468
Sig. (2-tailed) 0.00 0.00
Mean Difference 0.74883 -0.91767
Std. error difference | 0.17658 0.20537

MUMOXOHgPUaAHama gucdyHkuua (8,15,16). AIN, Cakir A u cbaBmopu
goknagBam npe3 2020 3a aHmuokcugaHmuume cBotcmBa Ha ypuguHa
B HeoHamaAeH MOQeA Ha NAbX ¢ XUnepokCu4yHO MO3b4HO YBpexgaHe
(17). Lem DW u cvaBmopu (2021 2.) cbobwaBam 3a HeBpo3awUmHu
cBodcmBa Ha AymeuHa U noAokumeAHomo My GBausHue GBopxy
oueAdBaHemo Ha 2aHeAudHUMe kaemku Ha pemuHama u 3ana3Baqemo
Ha CUHanmuyHama akmuBHocm. B kauHUYHUMe npoyyBaHus ce
HabAlogaBa 3awumHa MeHgeHuus nNpu  N0-20AAMa  QUEMUYHA
koHCyMauua Ha kapomeHougu npu nauueHmu ¢ puck om pasBumue Ha
2naykoma. [1o-Bucokume HUBa Ha kapomerougu 8 makyaHuA nuzmeHm
Ca go 2oAdMa cmeneH cBop3aHu ¢ N0gobpeHo 3pumeAHo Bv3npuamue
npu 2naykomMHo 60AHU. [laHHUMe npegnoAazam, 4e mepanusma ¢
kapomeHougHU BumamuHu UMa CuHepauyHu HeBponpomekmuBHu
NOA3U U UMa kanauumema ga cAyku kamo gonbAHUMeAHa mepanus npu
AeyeHuemo Ha 2aaykoma (18). He ce omkpuBam npoyyBanua, koumo
ga goknagBam HezamuBeH UAU Aunca Ha edekm npu gobaBaxe Ha
kypkyMUH, ypuguH UAu AymeuH kbM mepanuama Ha nauuesmu ¢ MObr.
YecmaroBeHa e Bpb3ka mekgy geduuuma Ha muamuH (Bumamud B1) u
3pumeAHUMe HeBponamuu U ce cbobwaBa, ye nauueHmume ¢ MObI
umam no-Hucko HuBo Ha B1 (19). Ramdas WD u cvaBmopu (2012
2.) ycmaHoBaBam npomekmuBeH edekm Ha BumamuH B1 Bobpxy
MOBI, kotimo e HesaBucum om BOH, u gokaagBam, ye uma Bposkama
meXgy geduuuma Ha BumamuH B1 u gezeHepauuama Ha 2aHeAudHUMe
knemku Ha Mo3bka U 2pobHauHUA MO3bk npu onumu ¢ kuBomHu
u mekgy geduuuma Ha BumamuH B1 u HamargHama gebeauHa Ha
CAOA 2aH2AUTHU kaemku Ha pemuHama npu nabxoBe. OcBex moBa
Bposkama mekgy gepuuuma Ha Bumamud B1 u gpyeu onmuyHu
HeBponamuu e gobpe ycmaroBeHa (20). CuHmemuy4Ho Npou3BogHo Ha
BumamuH B1, cysbymuamut, uma HeBponpomekmuBeH edekm Bbpxy
2aHenudHUMe kaemku Ha pemuHama, BepoAmHo nopagu He2oBume
aHmuanonmomuyHu  cBodcmBa (21). MpoyyBaHus nogkpenam
Bposkama mekgy Huckua npuem Ha HuauuH u 2aaykoma. HayyHu
gaHHu nokasBam, 4e HukomuHamugbm HamaasBa yBpekgaHemo
Ha pemuHama, NPUYUHEHO OM UCXeMUA, NogobpABa eHgomeAHama
OyHkuua u geacmBa kamo aHmuokcugadm. Tod nogkpena GyHkuuume
Ha HepBHama cucmema, ak3oHaAHua mpascnopm u Bpoakama mexkgy
omgeAHume HeBpoHu U uma HeBponpomekmuBeH edekm (22).
Tiirkyilmaz u koaezu (2013) nokasBam, 4e nayueHmume ¢ geduuum Ha
BumamuH B12 umam no-muoHbk crol HepBHU BrakHa Ha pemuHama 8
cpaBHeHue ¢ konmpoaume (23). MpoyyBaHua ca omkpuAu NOgobpeHue
Ha 3pUMEAHOMO NoAe ¢ gobaBaHe Ha BumamuH B12 npu 2aaykomHo
00AHU (24).

3a pasauka om noaokumenaHua edekm Ha komnaekcHama go6aBka 8
korkpemHomo npoyyBaHe U uuMupaHUme No-20pe U3MOYHUUU, gpyau

DISCUSSION AND CONCLUSION

Experimental and clinical data show that the oral dose of curcumin is
well tolerated and proven to be safe in humans, which was confirmed
in the specific clinical study. There is evidence for the neuroprotective
effect of curcumin on retinal ganglion cells, as well as for the inhibition
of oxidative stress and its positive influence on mitochondrial
dysfunction (8,15,16). Al N, Cakir A and co-authors reported in
2020 the antioxidant properties of uridine in a neonatal hyperoxic
brain injury rat model (17). Lem DW et al. (2021) reported the
neuroprotective properties of lutein and its positive influence on retinal
ganglion cell survival and preservation of synaptic activity. In clinical
trials, a protective trend was observed with greater dietary carotenoid
consumption in patients at risk of developing glaucoma. Higher levels
of carotenoids in the macular pigment are largely associated with
improved visual perception in glaucoma patients. Data suggest that
carotenoid vitamin therapy has synergistic neuroprotective benefits
and could be an additional therapy in the treatment of glaucoma (18).
No studies that reported a negative or lack of efficiency of adding
curcumin, uridine, or lutein to the therapy of patients with POAG were
found.

A relationship between thiamine (vitamin B1) deficiency and optic
neuropathies has been established, and patients with POAG have been
reported to have lower levels of B1 (19). Ramdas WD et al. (2012)
found a protective effect of vitamin B1 on POAG that was independent
from 10P and reported that there was an association between vitamin
B1 deficiency and degeneration of brain and spinal cord ganglion
cells in animal experiments, and between deficiency of vitamin B1
and reduced retinal ganglion cell layer thickness in rats. Additionally,
the association between vitamin B1 deficiency and other optic
neuropathies is well stated (20).

Asynthetic derivative of vitamin B1, sulbutiamine, has a neuroprotective
effect on retinal ganglion cells, possibly due to its antiapoptotic
properties (21). Studies supporta connection between low niacin intake
and glaucoma. Scientific evidence shows that nicotinamide reduces
retinal damage caused by ischemia, improves endothelial function,
and acts as an antioxidant. It supports the functions of the nervous
system, axonal transport, and the connection between neurons, and
has a neuroprotective effect (22). Tiirkyilmaz and colleagues (2013)
showed that patients with vitamin B12 deficiency had a thinner retinal
nerve fiber layer compared to controls (23). Studies have found visual
field improvement with vitamin B12 supplementation in glaucoma
patients (24).

In contrast to the positive effect of complex supplement in the particular
study and the sources cited above, others report no difference in
serum levels of B6, B9, and B12 (25, 26-29). Roed! JB and co-authors
(2007) prove the presence of elevated levels of homocysteine in the
intraocular fluid of patients with POAG (28), but Leibovitzh H et al. and
Rossler CW et al. found no such connection. (30,31). Giaconi JA et al.
did not report an association between dietary intake of B3, B6, or B9
and POAG in 2012 after the Osteoporotic Fracture Study (32).
Prospective observation of patients with POAG on topical
antiglaucoma therapy showed promising results after intake of the
dietary supplement MieloOptik. The data observed in this study show
that MieloOptik has a delaying effect on the progressive deterioration
of MD and PSD parameters measured with SAP after 6 months.
The study showed that the MieloOptik supplement was proven to
be effective, with a statistical significance of 95%, in slowing the
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gokaagBam 3a aunca Ha pasauka 8 cepymHume HuBa Ha B6, B9 u B12
(25, 26-29). Roedl, J.B. u coaBmopu (2007 2.) gokaszBam Hauyuemo
Ha 3aBuweHu HuBa Ha xomouucmeuH BvB BompeoyHama meyHocm Ha
nauuexmu ¢ MObI (28), Ho Leibovitzh, H. u et al. u Rdssler, C.W. u et
al. He Hamupam makaBa Bpw3ka (30,31), kakmo u Giaconi, J.A. u et al.
He gokaagBam npe3 2012 2. caeg npoy4BaHemo 3a 0CMenopomMUYHU
dpakmypu 3a acouuayua mekgy guemuyHua npuem Ha B3, B6 uau B9
unobr (32).

MpocnekmuBHomo Habalogerue Hag nauuermu ¢ MObI Ha monukaAxa
aHmuenaykomHa mepanus nokasa obewaBawu pesyamamu  npu
g06aBAHe Ha xpaHumeaHama gob6aBka Mmueroonmuk. [aHHUME,
HabalogaBaHu B moBa npoyyBaHe, nokasBam, ye mueroonmuk uma
ehekm Ha 3abaBaHe Ha npozpecuBHomo BaowaBaHe Ha napamempume
MD u PSD, usmepeHu ¢ SAP caeg 6 meceua. 13caegBaremo nokasa,
ye gobaBkama mueroonmuk e gokasaHa kamo edekmuBHa Coc
cmamucmuyecka 3Haqumocm 95% npu 3abaBaHe npozpecusma Ha
yBpeXkgaHe Ha 3pumeAHuA HepB npu NauueHmu ¢ 2aaykoma. AHaausbm
Ha 06wuUMe NpomeHu B napamempume Ha 2pyna A e 8 norokumenHa
nocoka, gokamo 3a me3u om 2pyna B — ca 8 nocoka Ha BrowaBare Ha
CbomBemHume napamMempu.

EgHO Oom 02paHuyeHuAama Ha gageHomo npoyyBaHe ce gobaku Ha
XemepozeHHocmma Ha cmagua Ha MObl Ha nauueHmume, HO om
gpyea cmpada moBa npegcmaBa PeaAucmuyHO nonyAauusma Ha
©oAHUME om 2aaykoma.

[aHHume, aHaausupaHu 8 moBa npoy4Bane, ugBam om oueHkume,
u3BbpwBaHu Npu pymuHHU npeaaegu. BakHo e ga ce ombeneku, ye
moBa e CAy4adHo, cpaBHumeAHo npoyyBaHe u caegoBamenHo moxke
ga ce B3eme npegBug curama Ha npegcmaBeHuA cmamucmuyecku
aHanu3. 3a ga ce nogobpu moBa npoyyBaHe, Mo 6u 6UAO NOAE3HO kbm
moBa ga ce gobaBam HoBu memogu Ha u3cAegBaHe Ha 3pumeAHuA
HepB u makuBa cbe cuaypHocm We 6bgam gobaBeHu 8 6bgewe kom
npoyyBaHua om masu 2pyna, kakmo u ga ce u3Bopwu cpaBHUMeAeH
aHaAU3 Ha napamMempume Ha gBeme 2pynu CAEg NO-GbA20CPOYEH
NPUeM Ha Mueaoonmuk.

B 3akalouenue, Bonpeku Heobxogumocmma O0m NO-NPOJbAKUMEAHO
HabAlogeHue U no-20AAM OO0 NAUUEHMU, gaHHUME go MOMeHMa
nomBopkgaBam, ye 0paAHOMO npuAd2aHe Ha Mueroonmuk kamo
agloBaHmHa mepanua npu OBl uma noaokumeneH edekm 3a
nauueHmume B8 pasauyHU cmaguu Ha 3aboaaBaHemo.

progression of optic nerve damage in glaucoma patients. The analysis
of the general changes in the parameters of group A showed positive
trends, while for those of group B—they were towards deterioration of
the corresponding parameters.

One of the limitations of this study is the heterogeneity of the POAG
stage of the patients, but on the other hand, it realistically represents
the patient population.

The data analyzed in this study came from assessments performed at
routine examinations. It is important to note that this is a randomized,
comparative study, and therefore the presented statistical analysis
can be considered worthy. In order to improve this study, it would be
beneficial to add new methods of optic nerve examination and these
will surely be added in the future to studies of this group, as well as to
perform a comparative analysis of the parameters of the two groups
after longer-term intake of MieloOptik.

In conclusion, despite the need for longer follow-up and a larger
number of patients, the data so far confirm that the oral administration
of MieloOptik as an adjuvant therapy in POAG has a positive effect for
patients at different stages of the disease.
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