CENT#GENE K7/

THE RARE DISEASE COMPANY CENTOGENE GmbH » Am Strande 7.+ 18055 Rostock « Germany

- Order no.: 63258869
Dr. Em1 manouel Kanavakis Order received: 20 Sep. 2024 _
Genesis Genoma Lab. sample type / Sample collection date: [Of2 e
Molecular Genetics blood, CentoCard® / 16 Sep. 2024
c . - R.Purt ﬂit.: 0 Nov. 2024
302 Kifissias Ave,, Halandri Report type: Final report
15232 Athens
Greece

Patient no: 1319836, First Name: Kevin Anthony Nicolas, Last Name: Vlaescu
DOB: 11 Apr. 2017, Sex: male, Your ref.; -

Additional report reciplent(s): Dr, Danai Palaiologou, Genesis Genoma Lab,, Kifisias Ave. 302, 15232 Chalandri, Greece
Test(s) requested: CentoGenome® MOx 2.0 Solo

CLINICAL INFORMATION

Abnormal facial shape; Abnormality of the face; Atypical behavior; Brain imaging abnormality; Cerebral
hypomyelination; Cleft palate; CNS hypomyelination; Decreased body weight; Delayed ability to sit;
Delayed ability to walk; Delayed gross motor development; Delayed speech and language development;
Episodic vomiting; Esodeviation; Failure to thrive; Gliosis; Global developmental delay; Hyperactivity;
Intellectual disability; Microdontia; Micropenis; Microtia; Motor delay; Narrow mouth: Narrow palpebral
fissure; Nystagmus; Posteriorly rotated ears; Rod-cone dystrophy: Self-injurious behavior; Sensorineural
hearing impairment; Strabismus; Vomiting

(Clinical information indicated above follows HPO nomenclature,)

Previous CENTOGENE testing, results positive: Whole Exome Sequencing (heterozygous KCNKO,
heterozygous WDR26),

Previous external genetic testing, results negative: Array CGH.
Family history: Yes.

Father: Affected.

~<, CONnsanguineous parents: No,

* Clinician suspects: Rod-cone dystrophy, Cone rod dystrophy.

UNCLEAR RESULT

Variant of uncertain significance (VUS] identified
Potentially relevant findings identified

INTERPRETATION

A heterozygous variant of uncertain si
; | LRP5 gene, Pathogenic varian

this gene are associated with autosomal dominant exudative vitreoretinopathy type 4 gﬂasedin 20
current evidence, the clinical relevance of this variant is unclear. This result was confirmed b
orthogonal method (Sanger sequen cing). SSAv8n

gnificance was identified in the

No further clinically relevant variants related to the described phenotype were detected

Please also note the variants in the potentially relevant findings section
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CARRIERSHIP FINDINGS

In this table we list sequence variants previously ascertained or evaluated and classified in CENTOGENE
as "pathogenic” and "likely pathogenic", in selected genes associated with recessive severe and early-
onset Mendelian diseases. As only in-house classified variants are presented, it should not be considered
a comprehensive list of variants in these genes and does not provide a complete list of potentially
relevant genetic variants in the patient. The complete gene list can be found at
www.centogene.com/carriership-findings (please contact CENTOGENE customer support if the gene list
has been updated after this report was issued). Orthogonal validation was not performed for these
variants. Therefore, if any variant is used for clinical management of the patient, confirmation by another
method needs to be considered. Furthermore, the classification of these variants may change over time,
however reclassification reports for these variants will not be issued. CENTOGENE is not liable for any
missing variant in this list and/or any provided classification of the variants at a certain point of time. As
‘the identified variants may indicate (additional) genetic risks or diagnoses in the patient and/or family
and/or inform about reproductive risks, we recommend discussing these findings in the context of

genetic counselling.

SEQUENCE VARIANTS
i e IYGOSITY N FR:L:-JEEE:C IE CL:S*S‘:EI?:EGN
GENE | VARIANT COORDINATES | AMINO ACIDCHANGE |\ oovmceo I PARAMETERS* Qs** s
ATP7B | NM_000053.2;c 3207C=A p{His1069GIn) rs76151636 | Heterozygous PolyPhen: - EnomAD: Missense
Align-GVDG; N/A 0.0018 Pathogenic
SIFT; Deleterious ESP: - (class 1)
MutationTaster: 1000 G -

Disease causing CentoMD: -
Conservation_nt:

maoderate
Conservatlon_aa:

Variant annotation based on CentoCloud Bioinformatics pipeline, * AlignGVD: CO: least likely 1o interfere with function, C65: most likedy to interfere with Function; splicing
predictions: Ada and RF scores. *+ Genome Aggregation Database (gnomAD), Exome Sequencing Project (ESPL 1000Genome project (1000G]) and CentoMD® (latest database

= vailable). *** based on ACMG recommendations,

CENTOGENE VARIANT CLASSIFICATION (BASED ON ACMG RECOMMENDATIONS)

Class 1 - Pathogenic Class 4 - Likely benign
Class 2 - Likely pathogenic Class 5 - Benign

Class 3 - Variant of uncertain significance (VUS)

Additionally, other types of clinically relevant variants can be identified (e.g. risk factors, modifiers).
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—— CentoGenome MOx 2.0
| Name/Sumame : VLAESCU KEVIN ANTHONY NICOLAS Order D 65169
Date of hirth 1 11/472017 Sample collection date: 16/9/2024
Sampletype. = CentoCard Sample receipt date: 18/9/2024
Refernng clinician  : VASILICA PLAIASU - MEDSANA SRI. Report date: 12/11/2024

Indication for testing:

According to the medical history the patient presents with dysmorphic features, cleft palate, global developmental d:}ay (motor,
speech. cognitive and behavior), neurosensory deafness, postnatal failure to thrive and suspected cone -rod dystrophy. Whole Exome

Sequencing and aCGH analyses have been performed previously.

1 Thehed;

Genomic DNA is enzymatically fragmented and tagged with Illumina compatible adapter sequences, The libraries are paired -end sequenced on an

Mlumina piatform to yield an average coverage depth of ~ 30x. A bioinformatics pipeline based on the DRAGEN pipeline from Illumina, as weil as

CENTOGENE's in-house pipeline is applied. The sequencing reads arc aligned to the Genome Reference Consortium Human Build 37
Reference Sequence (rCRS) of the Human Mitochondrial DNA (NC_012920). Sequence varianis

(GRCh37/hgl9), as well as the revised Cambridge
(SNVs/indels) and copy number variations (CNVs) are called using DRAGEN, Manla and in -house algorithms, Variants with a minor allele

frequency (MAF) of less than 1% in gnomAD database. or disease causing variants reported in HGMD ®_ in ChinVar or in CENTOGENE's in-house
Biodatabank are evaluated. Although the evaluation is focused on coding exons and flanking intronic regions, the complete gene is interrogated for
All potential modes of inheritance are considered, In addition, the provided clinical

candidate variants with plausible association to the phenotype.
information and family history are used to evaluate identified variants with respect to their pathogenicity and disease causality. Vaniants are
categonized nlo five classes (pathogenic, likely pathogenic, variant of uncertain significance [VUS], likely benign, and benign) according to
ACMG/AMP guidelines for classification of vanants in addition to ClinGen recommendations. All relevant variants related 1o the phenotype of the
patient are reported. Likely benign and benign variants are not reported. For CentoGenome ® MOx, if biochemical analysis is applicable, this is
performed upon detection of relevant vanants by sequencing in specific genes. This enhances the diagnosis of metabolic disorders, optimizes vanant

< the list of enzyme -aclivity assays and biomarkers can be obtained at

classification, and helps o ascertain the eventual contribution 1o the phenotype
Www.centogene com/mox. CNVs of unknown significance with no apparent relation to the patient’s phenotype are not reported. Mitochondrial
variants with a heteroplasmy level of 15% or higher are reported. For detection of SNV and indels in the regions targeted for downstream analysis a

sensitivity of 99.9%, a specificity of 99.9%, and an accuracy of 99.9% is achieved, CNV detection software has a sensitivity of more than 95%.

CENTOGENE has established stringent quality criteria and validation processes for variants detected by NGS. Vanants with low sequencing quality

and/or unclear zygosity are confirmed by orthogonal methods. Consequently, a specificity of > 99.9% for all reported vaniants is warranted Screening
gencs: AR ATNI, ATXNI, ATXN2, ATAN3; ATAN7.

of repeat expansions is performed by the ExpansionHunter algorithm for the following
AT 808, ATANIO. CACNAIA, CNBP, CSTB, C9orf72. DMPK. FMRI. FXN. HIT, JPH3, NOP56, PABPNI, PHOX2B., PEP2R2B. PRNP- and
Ti,» . The technical results of repeat expansion screenings will be correlated with the clinical information provided. Any repeat expansion called and

considered relevant to the phenotype will be confirmed by an orthogonal method, GBAJ screening is performed using Gauchian algorithm 1o detect
recombination events affecting the region encompassing exons 9 -11 (NM_000157.3), a region which has the highest homology to GBAPI, Any
detected recombination cvent is reported only when considered relevant 1o the phenotype Spinal muscular atrophy (SMA) screening is performed
using SMN Caller algorithm to detect the copy number of the SMN/ gene. Any detected CNV is only confirmed by an orthogonal method and
reported when considered relevant to the phenotype. Screening of uniparental disomy (UPD) is performed using an in -heuse algorithm for Mendelian
inheritance errors (MIE) to detect runs of homozygosity (ROH) for the well -known clinically relevant chromgsomal regions (6q24, 7, 11pl3s,
14g32, 15q11q13; 20913 and 20). RNA is isolated from CentoCard ® Encoding messenger RNA (mRNA) is enriched, tragmented, and transcribed
into complementary DNA (cDNA), followed by adapter ligation and amplification of the stranded libraries. The libraries are paired -end sequenced on
an lllumina platform. An in-house bioinformatics pipeline is applied to process the sequencing data. Raw sequencing reads are assessed using QC
tools to ensure data integrity and to identify any potential issues such as low -quality reads or adapter contamination, Subsequently, the reads are
aligned to the GRCh37/hgl9 genome assembly using STAR, allowing the accurate determination of splicing events. Quality criteria are apphied for
acceptance or rejection of the sequencing data. Accepted data is analyzed and used as additional evidence 10 evaluate the impact of the variant on

splicing. The above analysis was performed in CENTOGENE laboratory in Germany,

Result:
The following variant was detected in heterozygosity in the analysed sample:
Gene Variant coordinates In silico parameters* MAF** ; ':'ii[: :iml“*
classification
PolyPhen: Probably damaging .
NM_002335.2:c.1564G=A Mign-GVDG:‘Nm {?MMD[.] Mitserce
LRPS p.(Ala522Thr) SIFT: Deleterious -WESP_“
MutationTaster. Disease causing 1000 {‘ Uncertain
rs80358309 Conservation_nt:high = significanc
Conanaloat CentoMD:, - & ¢ (tlass 3)
* AlignGVD: CO: least likely 1o interfere with function, C65, most likely to interfiere with function,

Variant annotation based on CentoCloud Bioinformatics pipeline
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| Name/Surname : VLAESCU KEVIN ANTHONY NICOLAS
Sample collection date: 16/9/2024

Sample receipt date: 18/9/2024

| Date of birth : 11/472017

[ Sample type : CentoCard 12024
Referring clinician  : VASILICA PLAIASU - MEDSANA SRL Repont ot e
splicing predictions: Ada and RF scores ** Genome Aggregation Database (gnomAD), Exome Sequencing Project (ESP}, 1000Genome, project (ocea) S

CentoMDX (latest database available). *** based on ACMG recommendations

No further clinically relevant variants related to the described phenotype were detected.

to threonine at aminoacid 522 in exon 7 of 23

C  glusion:
The LRPS5 vaniant ¢.1564G>A p (Ala522Thr) causes an amino acid change from alanine : _
viously been described as disease causing for

of the produced protein. According to HGMD Professional 2024.2, this variant has previol . _ \
Familial exudative vitreoretinopathy with autosomal dominant mode of inheritance Functional studies have shown that this variant
results in 26% reduction in protein signaling, which is usually correlated with a mild clinical phenotype (PMID:15981244, 31964843,

17955262). ClinV ar lists this variant with pathogenic clinical significance (V aration 1D: 1455445).
It is classified as variant of uncertain significance based on CENTOGENE's implementation of the ACMG/AMP/ClinGen SVI

guidelmes.
Pathogenic/likely pathogenic variants in LRP5 gene are associated with exudative vitreoretinopathy, 4, (OMIM#601813), a disorder

that exhibits autosomal dominant and recessive mode of inheritance.
Familial exudative vitreoretinopathy (FEVR) is an inherited disorder characterized by the incomplete development of the retinal
vasculature. Its clinical appearance varies considerably, even within families, with severely affected patients often registered as blind
during infancy, whereas mildly affected patients with few or no visual problems may have such a small area of avasculanty in their
peripheral retina that it is visible only by fluorescein angiography. It is believed that this peripheral avascularity is the primar}’-anomaly
in FEVR and results from defective retinal angiogenesis. The sight -threatening features of the FEVR phenotype are considered

secondary fo retinal avascularity and develop because of the resulting retinal ischemia; they include the development of
hyperpermeable blood vessels, neovascularization, vitreoretinal traction, retinal folds, and retinal detachments (summary by Poulter et

i€~ 10: PMID-20159112).
\fotcston_lmcnts: Genetic counseling and evaluation of the results by the attending physician are recommended.
te-evaluation of the sequence dataset upon phenotypic changes of the patient is also recommended

is advised to perform targeted testing of the parents for the detected variant in LRP3 gene in order to confirm if it is an inherited

ariant or arose de novo in the patient.

DTENTIALLY RELEV ANT FINDINGS
this table we list variants related to disorders without an apparent overlap with the described phenotype of the patient and/or variants

th a zygosity inconsistent with the expected mode of inheritance, As examples, a variant of uncertain significance (VUS) in a gene
a gene with a recessive phenotype which has clinical

th only partial clinical overlap, or a single heterozygous pathogenic variant in
zrlap, may be reported here. These variants are mentioned in this report due to the potential contribution to the phenotype of th
. 1 v 1 e
considered clinically relevant, clinical re -evaluation

ient and may f}clp close pg;.sible diagnostic gaps. For variants that may be
l/or further testing (e.g. familial segregation analysis) could clarify their contribution to patient’s phenotype

 following variants were detected in heterozygosity in the analysed sample:

Gene Variant coordinates inisilico M T Related disord
AF** Ype and er
parameters* classification**» | (OMIM®) and mode o
inheritance
of 5 CONFIDENTIAL
E.540-2/2, Issue dare: 12/] 12024
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me/Sumame : VLAESCU KEVIN ANTHONY NICOLAS Order ID: 65169

te of birth - 11/4/2017 Sample collection date: 16/9/2024
mple type : CentoCard Sample receipt date: 18/9/2024
ferring clinician : VASILICA PLAIASU - MEDSANA SRL Report date: 12/11/2024
PolyPhen; N/A - ABCA4-related
Align-GVDG: N/A | S0 -0 Frameshift disorders (601691)
ABCA4 NM_000350.2:¢.5917del SIFT: N/A “ESPr - Stargardt discase
p-(Vall973%) MutationTaster: N/A 1060 G . Pathogenic Retinal dystrophy
Conservation nt: leDMb_ " (class 1)
2 Conservation_aa: : AR
PolyPhen: Probably
damaging
Align-GVDG: N/A gnt{))?j};}f\ﬁg; Missense Deaf;n-ess, :
2 SIFT: Deleterious 0. autosomal recessive
GJB? NM_004004.5:¢.269T>C MutationTaster: ESP. - ! 1A (220290)
p-(Leu90Pro) e : Pathogenic
1Sease causing 1000 G: - (elassi)
Conservation nt: | CentoMD: - AR, DD
high
Conservation_aa:

{hant annotation based on CentoCloud Bioinformatics pipeline. * AlignGVD): CO! least likely 1o interfere with function, €65 most likely 10 interfere with function;
licing predictions; Ada and RF scores. ** Genome Aggregation Database (gnomAD), Exome Scquencing Project (ESP), 1000Genome project (1000G) and
ntoMD® (latest database available), *** hased on ACMG recommendations. AR autosomal recessive, DD: digenic inheritance

ithogenic/likely pathogenic variants in ABCA4 gene are associated with the development of ABCA4-related disorders, such as
argardt disease (OMIM#248200), Retinitis pigmentosa 19 (OMIM#601718) and others. They present with autosomal recessive mode

‘inheritance,

ithogenic/likely pathogenic variants in GJB2 gene are associated with the development of deafness (Deafness, autosomal recessive
A OMIM#220290), that presents with autosomal recessive and digenic mode of inheritance in combination with variants in GJB6 and

7.—5' genes,

nce only one variant was detected in ABCA4 and GJB2 genes, a possible genetic diagnosis of the above conditions can not be
infirmed.

etrospective clinical evaluation is recommended. If there is substantial clinical overlap with the patient's phenotype,
iditional genetic analysis using the MLPA method could be performed, in order to screen for a second, deletion variant in

BCA4 and GJB2 genes.

VCIDENTAL FINDINGS
ceording to the ACMG recommendations Ifor reporting of incidental findings in clinical exome and genome sequencing (ACMG SF
.2 list for reporting of secondary findings in clinical exome and genome sequencing, Genetics in Medicine, 2023; PMID: 37347242)

¢ did not detect any pathogenic and likely pathogenic variants in the genes, for which incidental findings are reported.

ARRIERSHIP FINDINGS
| this table sequence variants previously ascertained or evaluated and classified in CENTOGENE as "pathogenic” and "likely

ithogenic”, in selected genes associated with recessive severe and early onset Mendelian diseases. As only in -house classified variants
e presented, it should not be considered a comprehensive list of variants in these genes and does not provide a complete list of
stentially J

levant genetic variants in the patient. The complete gene list can be found at www.centogene co iership -findi

ENTOGENE customer support if the gene list has been updated after this report was issfed)_ Ofi:::;rﬂ::mﬂd;ﬁ’ﬁ[ﬁm contact
:rformed for these variants. Therefore, if any variant is used for clinical management of the patient, confirmation by another method
«eds to be considered. Furthermore, the classification of these variants may change over time, T e

ese variants will not be issued. CENTOGENE is not liable for any missing variant in this list and/or any provided ciassifﬁ:a;' orfth
riants at a certain point of time. As the identified variants may indicate (additional) genetic risks or ool

e 3o/3 CONFIDENTIAL E.540-2/2, Issue date: 12/11/2024
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'agnoses In the patient and/or family and/or inform about reproductive risks, we recommend discussing these findings in the context of
snetic counseling, ;

he following variant was detected in heterozygosity in the analysed sample:

TR
sene Vari ; T Type and
r ariant coordinates In silico parameters* MAF** classification***
PolyPhen: -
NM 000053.2:c.3207C>A ﬁ&hgn-GVD(J: N/A gnomAD: Niicser
p.(His1069GIn) SIFT: Deleterious 0.0018
ATP7B MutationTaster: Disease ESP: - :
rs76151636 casig 1000,G: iz P?trog?;u
) Conservation nt: moderate CentoMD: - e
Conservation aa:

arrant anno_ialiun based on CentoCloud Bioinformatics pipeline. * AlignGVD: CO: least likely to interfere with function, C65. most likely to interfere with function;
licing predictions: Ada and RF scores. ** Genome Aggregation Database (gnomAD), Exome Seguencing Project (ESP), 1000Genome project (1000G) and
ntoMD® (latest database available). *** based on ACMG recommendations,

ccording to the above results the patient is a carrier of Wilson disease. Pathogenic/likely pathogenic variants in ATP7B gene are
sociated with the development of Wilson disease (OMIM#277900) that presents with autosomal recessive mode of inheritance.

:gregation analysis of the detected variant in the patient's parents and complete molecular analysis of the ATP7B gene in the
mn-carrier parent is recommended in the context of prenatal testing.

OTES

~ sreviously detected variant in the KCNK9 gene was also detected in this analysis in heterozygous state and is classified as likely
...zn. The familial segregation analysis confirms the variant is inherited

ym unaffected father, and therefore it is not further reported as it 1s not considered of clinical significance for the provided phenotype.

ie previously detected variant in the WDR26 gene was also detected in this analysis in heterozygous state and 1s classified as variant '
uncertain significance. The familial segregation analysis confirms the '
riant is inherited from unaffected father, and therefore it is not further reported as it is not considered of clinical significance for the

ywided phenotype.

MITATIONS

e genetic results are interpreted in the context of the provided clinical findings, family history, and other laboratory data. Only
jants in genes potentially related to the proband’s medical condition are reported. Misinterpretation of results may oceur if the
wided genetic data or patient information is inaccurate and/or incomplete. If the obtained genetic results are not compatible with the
yical findings, additional testing should be considered, Genes with mapping issues in the genome assembly used, and genomic
ions that are hard to sequence by current technology and are without evidenced relevance for monogenic disorders, are excluded
1 this analysis. More complex genetic events not mentioned in the methods section, such as inversions and translocations, are not
lyzed in this test. In addition, due to technology limilations, certain regions may be poorly covered, or not covered at all. In these
ions and others encompassing repetitive, high -homology (such as pseudogene homology), and GC -rich sequences, relevant variants
be missed. Extremely low coverage calls are expected to be artifacts based on our extensive validations and are consequently not
sidered during the analysis. Potential aberrant splicing is assessed with splice prediction tools. Deep intronic variants without strong
fiction of aberrant splicing may not be reported, with the exception of known pathogenic splicing variants evidenced by external
rces. The CNV detection sensitivity is decreased for repetitive regions, homologous regions such as pseudogenes, and for events
1ning 2 or less exons. Mitochondrial variants _with hetemplasmy.levcls !:nclow 15% may not be detected. It is expected that lower
lity samples (e.g. prenatal, product of conception, blood from patients with hematologic disorders, and highly degraded DNA) may
rate lower quality NGS data; in these cases, CNV analysis, mitochondrial genome analysis, and/or additional integrated screening
yses in this test may not be possible to perform.vThe repeat expansion algor‘lthm used 1s not designed to handle complex /oci that
jor multiple repeats. Repeats are only genotyped if the coverage at the Jocus is at least 10x. The Gauchian algorithm can only detect

Jof$ CONFIDENTIAL E.540-2/2, Issue date: 12/11/2024
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SO * 114472017 Sample collection date: 16/9/2024
amplfa t\pe { ! CentoCard Sample receipt date: 18/9/2024
eferring clinician : VASILICA PLAIASU - MEDSANA SRL Report date: 12/11/2024

.;}n-recomh:nanbl:_ke variants from a set of 111 known GBA/ variants and can detect recombination events affecting exons 9 -1 I only.
erefore, rr;comhmauons affecting other regions are not in the scope of this screening. Silent carriers may be missed with the SMN
aller algorithm. The UPD detection is a screening method, and therefore false -positive and false-negative results may occur. The
lity of the RNA sequencing data may be significantly impaired by improper sample handling or sample preparation. This could be
ieed when the instructions for use are not followed (for example, using non -EDTA blood or non-freshly drawn blood for
Caffd@ preparation, or extended shipping times). Samples received are extracted and processed only when 7 days or less have
ssed since blood collection. RNA integrity is evaluated after extraction, and only samples with RIN above 2.5 are processed. In each
s0d sample the expression of genes is subject to natural variation, leading to varying coyerage information per gene. Consequently,
nes with low expression in a sample cannot be analyzed if coverage data is not sufficient to evaluate splicing impact. Mapping tools
y on a reference genome, and any discrepancies between the reference and the sample's genome, such as genetic variation or novel
nscripts, can result in alignment inaccuracies and potential loss of information (reference genome bias). The presence of highly

ferences:

1et al. Complexity of the genotype -phenotype correlation in familial exudative vitreoretinopathy with mutations in the LRP5 and/or
D4 genes. Hum Mutat. 2005 Aug;26(2):104 -12. PMID: 15981244

1 er al. Moderate reduction of Norrin signaling activity associated with the causative missense mutations identified in patients with

ilial exudative vitreoretinopathy. Hum Genet. 2008 Jan;122(6):615 -23.MID: 17955262

jetic analyses are complex and sensitive and there 1s a chance of false results due 10 problems in quality and/or identity of the sample, the presence of
iorphisms and other technical issues. The specificity of molecular biology techniques is ~ 99%

results refer only to the sample that has been analysed.
ase there is remaining genetic material, it will be stored for at least | year , in case additional genetic testing is requested during this penod. Ifyou do not wish for

rsample to be stored please call +30 2106803130,
" reproduction of the report form is not permitted. The report’s content cannot be used for scientific or other purposes without the permission of the company.

_sis Genoma Lab applies a Quality Management System which is conformance with ISO 9001:2015 (EQA HELLAS 3843B/16)
1 more on how Genesis Genoma Lab processes your personal data on  www.genlab.gr.

D Walwiologou, MSe, PhD " N. Nitsod, MD
Molecular Biologist - Geneticist Clinical Microbiologist
Scientific Director of the Laboratory

AMKA: 05097201478
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