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ABSTRACT

Relevance: Ovarian cancer is one of the deadliest gynecological tumors, claiming the lives of thousands of women every year.
Late diagnosis (more than 70% of cases at stage I1I-1V) is due to the absence of specific symptoms and low screening effectiveness. A
personalized treatment approach, including the analysis of BRCA1/2 mutations and the use of PARP inhibitors, has become a significant
achievement. Detection of BRCAI/2 mutations has important prognostic value, contributing to early risk prediction and mortality
reduction. Genetic counseling for patients with hereditary predispositions allows for prevention through early diagnosis, targeted

therapy, and preventive interventions.

The study aimed to analyze a clinical case of treatment of a patient with BRCA-associated ovarian cancer with a rare form of

mutation for the possibility of personalizing the treatment.

Methods: This study presents a clinical case of a patient with advanced ovarian cancer associated with a rare BRCAI mutation.
Mutation detection was performed using sequencing, while treatment efficacy was assessed through computed tomography and

measurement of CA-125 levels.

Results: The tumor process was stabilized for more than three years. Comprehensive treatment (diagnostic laparoscopy,
chemotherapy, surgery, targeted and supportive therapy) stabilized the tumor process. Genetic testing has made it possible to adapt
therapy, improving the prognosis. The next of kin were tested for prevention.

Conclusion: A personalized approach with BRCA1/2 mutation analysis and PARP inhibitors improves clinical outcomes. Advances
in molecular oncology have increased patient survival. However, problems remain: resistance to therapy, limited efficacy in patients
without BRCA mutations, and the need for further research into the mechanisms of interaction of PARP inhibitors with other drugs.
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Introduction: Ovarian cancer is one of the most lethal
forms of gynecological tumors, annually taking the lives of
tens of thousands of women worldwide [1]. A characteristic
disease feature is late diagnosis, which occurs at stage llI-IV
in more than 70% of cases [2]. This is due to the absence of
specific symptoms in the early stages and the insufficient
effectiveness of screening methods. A personalized ap-
proach to treatment based on the analysis of BRCA1/2 mu-
tations and the use of PARP inhibitors has become a signif-
icant step forward in the fight against this disease.

According to GLOBOCAN 2020, approximately 313,000
new cases of ovarian cancer and 207,000 deaths are report-
ed worldwide annually [1]. In Kazakhstan, more than 1,200
new cases of ovarian cancer are registered annually, ac-
counting for 2.9% of the overall structure of oncological
diseases as of 2020. Over the past 15 years, there has been
a 21% increase in the detection of ovarian cancer [2]. Pro-
jections suggest that by 2040, the incidence will increase
by 5%, driven by population aging and growth [3]. BRCAT
and BRCA?2 are tumor suppressor genes involved in DNA
repair through homologous recombination. Their dys-
function leads to the accumulation of DNA damage and

increased genomic instability [4]. BRCA mutations are as-
sociated with heightened sensitivity to platinum-based
chemotherapy and PARP inhibitors [5]. Studies have
demonstrated that patients with BRCA mutations have
better progression-free survival (PFS) outcomes than pa-
tients without mutations. In the SOLO-1 study, 50% of pa-
tients receiving olaparib showed no disease progression
over five years [6]. Platinum-based chemotherapy remains
the cornerstone of ovarian cancer treatment. Drugs such as
carboplatin and paclitaxel are effective in the initial treat-
ment stages, but the high recurrence rate underscores the
need for maintenance therapy [7]. PARP inhibitors (olapa-
rib) have become central to maintenance therapy. These
drugs block the DNA repair system, inducing apoptosis in
tumor cells with BRCA mutations [8]. SOLO-1 Study: Olap-
arib extended median PFS to 56 months in patients with
BRCA mutations [6]. PRIMA Study: Niraparib demonstrat-
ed efficacy in BRCA-mutated and non-mutated patients,
increasing PFS by 13.8 months [9]. ARIEL-3 Study: Rucapar-
ib significantly improved PFS in patients with recurrent
disease [10]. The PAOLA-1 studies evaluated the combi-
nation of PARP inhibitors with bevacizumab, an antiangi-
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ogenic drug. In patients with BRCA mutations, the combi-
nation of olaparib and bevacizumab extended PFS to 37.2
months compared to 17.7 months in the control group [11].
Modern technologies such as next-generation sequencing
(NGS) support identifying BRCA mutations and determin-
ing the levels of genomic instability, which are critical fac-
tors in choosing therapy [12]. Prognostic markers include
homologous recombination deficiency (HRD) status and
PARP1 expression levels [13].

Objective: to analyze and describe a clinical case of
treatment of a patient with BRCA-associated ovarian can-
cer with a rare form of mutation with the possibility of per-
sonalizing therapy.

Material and Methods: This study presents a clinical
case of a patient with advanced ovarian cancer associat-
ed with a rare BRCAT mutation, receiving treatment at the
Almaty Oncology Center in Kazakhstan. To identify mu-
tations in the BRCAT and BRCA2 genes, mass parallel se-
quencing (NGS) was performed on the MiniSeq platform
(Illumina) using the AmpliSeq® BRCA Panel for lllumina re-
agent kit (Illumina, San Diego, CA, USA), which is a target-
ed panel covering all exon regions and flanking intron
sequences of the BRCAT and BRCA2 genes. Given the pa-
tient’s age and sensitivity to platinum-based therapy, a
rare BRCAT mutation was detected. The effectiveness of
treatment was monitored using computed tomography
(CT) and CA-125 tumor marker levels.

Clinical case:

Patient Information: Patient A, born in 1978 (age at diag-
nosis — 43 years), visited the Almaty Oncology Center (Al-
maty, Kazakhstan) complaining of increased weakness and
abdominal volume. It is known from the anamnesis that
the patient’s mother had endometrial cancer, and two rel-
atives had breast cancer. The patient noted a deterioration
in her health since July 2021, when the above symptoms
appeared, after which she sought medical help.

Clinical data: The functional status was assessed at 2
points on the ECOG scale during the initial examination.
A significant amount of free fluid in the abdominal cavity
was revealed among the critical symptoms.

Diagnostics: Clinical tests at the visit revealed anemia
(hemoglobin 92 g/L, erythrocytes 3.2x10°/L). No other clin-
ically significant deviations were noted. The CA-125 tumor
marker level as of 08/10/2021 was 289 U/mL. CT scanning
of the chest on 08/12/2021 found no infiltrative chang-
es. CT scan of the abdomen and pelvis on 07/20/2021 re-
vealed a soft tissue formation in the pelvis originating
from the left ovary and massive ascites.

Diagnostic laparoscopy revealed peritoneal carcinoma-
tosis affecting up to 70% of the peritoneum, a tumor con-
glomerate in the pelvis with no clear organ differentiation,
and ascites up to 6000 mL, which was evacuated. Morpho-
logical examination confirmed the diagnosis as metastat-
ic adenocarcinoma (tumor biopsy). The final diagnosis was
stage lllc ovarian cancer (T3cNxMO) with carcinomatosis of
the abdomen and pelvis and ascites.

Treatment: Given the extent of the disease, the pa-
tient’s condition, and the lack of technical feasibility for
optimal surgical intervention, it was decided to initiate
platinum-based chemotherapy. From October 14, 2021,

to February 22, 2022, the patient received six courses of
neoadjuvant chemotherapy with the following regimen:
carboplatin AUC5 and paclitaxel 175 mg/m® During anti-
tumor therapy, the patient’s condition improved signifi-
cantly. Functional status improved to 1 point on the ECOG
scale, moderate weakness persisted, and anemia resolved,
with hemoglobin levels increasing to 124 g/L.

The patient underwent chemotherapy with asthe-
nia and thrombocytosis. Control Computed tomogra-
phy of the chest, abdomen and pelvis with intravenous
contrast (03/09/2022) showed a decrease in the size of
the retroperitoneal lymph nodes and no changes in the
nodular formations along the anterior abdominal wall,
an increase in the size of the uterine body and ingui-
nal lymph nodes was recorded. Colonoscopy with bi-
opsy showed a morphological picture characteristic of
carcinoma. 01/20/2022, and positive dynamics in stabi-
lizing the level of the CA-125 tumor marker to 18 U/mL
were recorded.

On March 30, 2022, interval cytoreduction was per-
formed, including laparotomy, total hysterectomy with bi-
lateral salpingo-oophorectomy, resection of the sigmoid
colon with a side-to-side anastomosis, and omentectomy.
The postoperative period was uneventful.

According to the results of morphological examina-
tion of the postoperative material, serous cystadenocar-
cinoma of the ovary (G3) was revealed with signs of decay,
minimal signs of therapeutic pathomorphosis, germina-
tion of all layers of the colon wall and adjacent adipose
tissue. No tumor cells were found at the resection edges;
there are also no signs of a tumor in the omentum tissue
and lymph node.

On 19.04.2022, the CA-125 tumor marker level was 13.75
U/mL. From 13.04.2022 to 30.06.2022, the patient under-
went four courses of adjuvant chemotherapy with target-
ed therapy in the following regimen: carboplatin (AUC5),
paclitaxel 175 mg/m? and bevacizumab 700 mg (10 mg/kg).
The therapy was well tolerated against the concomitant
treatment.

On 29.07.2022, the CA-125 tumor marker level was
23.00 U/mL.

Control CT of the chest, abdomen and pelvis with in-
travenous contrast from 22.07.2022 revealed metastatic le-
sions of the iliac lymph nodes and lymphadenopathy of
the inguinal lymph nodes (Figure 1).

From 10.08.2022 to 26.10.2022, four courses of chemo-
therapy with targeted therapy were administered in the
following regimen: gemcitabine 1600 mg intravenously by
drip on the 1st and 8th days of the cycle and bevacizum-
ab 700 mg (10 mg/kg) intravenously by drip. The patient
tolerated the treatment satisfactorily despite concomitant
therapy.

On 10.10.2022, the CA-125 tumor marker level was
4.52 U/mL.

Control CT of the chest, abdomen and pelvis with intra-
venous contrast on 07.11.2022 confirmed the presence of
metastatic lesions of the iliac lymph nodes and lymphad-
enopathy of the inguinal lymph nodes. The comparison
with the CT of 22.07.2022 revealed no significant dynam-
ics (Figure 2).
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Figure 2 — CT of the chest, abdomen and pelvis with intravenous contrast on November 07, 2022

According to the council’s decision, from November
25,2022, to February 8, 2023, four more courses of chemo-
therapy with targeted therapy were administered in the
following regimen: gemcitabine 1600 mg intravenously
by drip on the 1st and 8th days of the cycle and Bevaci-
zumab 800 mg (10 mg/kg) intravenously by drip. On Feb-
ruary 21,2023, the patient received targeted monotherapy

with bevacizumab at a dose of 800 mg, which was admin-
istered intravenously by drip infusion. On 17.02.2023, the
CA-125 tumor marker level was 7.25 U/mL. Control CT of
the chest, abdomen and pelvis with intravenous contrast
from 03.01.2023 showed an increase in the size of the ili-
ac lymph nodes compared to the CT data from 11.07.2022,
which indicates the progression of the process (Figure 3).

Figure 3 — CT of the chest, abdomen and pelvis with intravenous contrast on January 03, 2023

According to clinical recommendations, the patient un-
derwent four courses of anti-relapse chemotherapy (PCT)
from June 16 to August 21, 2023, in carboplatin AUC5
and paclitaxel 175 mg/m? regimen. Monitoring of the tu-
mor marker CA-125 level showed a value of 24.8 U/mL
on 18.08.2023, and 31.6 U/mL on 14.09.2023. Postoper-

ative material was sent for testing for mutations in the
BRCA gene. In a heterozygous state, a pathogenic variant
was detected in the BRCAT gene NM_007294.4 (BRCAT);
c181T>G (p.Cys61GLY). Given this genetic change and plat-
inum-sensitive relapse of serous epithelial ovarian can-
cer, since November 2023, the patient has been receiving
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maintenance therapy with the PARP inhibitor olaparib at a
dosage of 600 mg per day (2 capsules 2 times a day). The
drug was provided as part of charitable assistance by “Ka-
zakhstan Khalkyn” Public Fund. During olaparib therapy,
the patient experienced side effects such as nausea and
episodes of diarrhea that occurred during the first month
of treatment. These adverse events did not require dose
adjustment or drug discontinuation.

A control CT scan with intravenous contrast performed
on 06.12.2023 showed a picture of metastatic lesions of the
iliac lymph nodes and lymphadenopathy of the inguinal

lymph nodes. Compared with the CT results of 06.09.2023,
an increase in the size of the iliac lymph nodes was ob-
served. The CA-125 tumor marker level was 30.28 U/mL
on 28.12.2023, 34.95 U/mL on 17.01.2024, and 37.15 U/mL
on 12.02.2024. CT with intravenous contrast of 04.03.2024
showed a further increase in the size of the iliac lymph
nodes, with stable sizes of the inguinal lymph nodes. Hy-
perplasia of the retroperitoneal lymph nodes (suspected
metastasis) and an increase in the size of the para-aortic
lymph nodes (suspected metastasis) were also detected
compared to the CT of 06.12.2023 (Figure 4).

Figure 4 — CT of the chest, abdomen and pelvis with intravenous contrast on March 04, 2024

The CA-125 tumor marker level amounted to
41.0 U/mL on 11.03.2024 and 40.3 U/mL on 10.04.2024.
Taking into account the progression of the disease,
the patient received eight courses of targeted thera-
py from 13.05.2024 to 30.10.2024: bevacizumab 900 mg
(10 mg/kg) and olaparib 600 mg (2 capsules 2 times
a day) on an outpatient basis. The drugs were pro-
vided as part of charitable assistance by “Kazakhstan
Khalkyna” Public Fund. The patient tolerated the ther-

apy satisfactorily, with accompanying supportive treat-
ment. The patient continues outpatient therapy, re-
ceiving Lynparza (olaparib) 600 mg, 2 drops, 2 times
a day.

Control CT with intravenous contrast from September
23, 2024, showed mts-lesion of the iliac and para-aortic
lymph nodes and lymphadenopathy of the inguinal lymph
nodes; a stabilization of the process was noted in compar-
ison with the CT of 04.06.2024 (Figure 5).

Figure 5 — CT of the chest, abdomen and pelvis with intravenous contrast on September 23, 2024

Results: The comprehensive treatment strategy, in-
cluding diagnostic laparoscopy, neoadjuvant and ad-
juvant chemotherapy, surgery, and supportive therapy
with PARP inhibitors, has allowed for the stabilization of
the tumor process for more than three years.This strate-
gy contributed to tumor stabilization and improved over-
all clinical outcomes. Genetic testing played a key role
in treatment planning, enabling therapy to be tailored

to the patient’s molecular profile. The identification of
a rare BRCAT mutation (NM_007294.4 (BRCAT); c.181T>G
(p.Cys61Gly)) in a heterozygous state confirmed sensitiv-
ity to platinum-based chemotherapy and PARP inhibi-
tors, which significantly prolonged disease control. CA-
125 tumor marker levels were monitored throughout
treatment and correlated with disease progression and
therapeutic response. Initially, tumor regression and bio-
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chemical remission were achieved; however, subsequent
imaging detected metastatic involvement of the iliac and
para-aortic lymph nodes, requiring therapy adjustments.
The patient continues maintenance treatment with olap-
arib in combination with bevacizumab, demonstrating
disease stabilization with no evidence of new metastat-
ic lesions. Despite periods of disease progression, the

personalized treatment strategy has extended progres-
sion-free survival and improved the patient’s quality of
life. This case underscores the importance of individual-
ized therapy in BRCA-associated ovarian cancer and high-
lights the need for further research into resistance mech-
anisms and the optimization of combination treatment
approaches (Table 1).

Table 1 - Timeline of the presented clinical case of ovarian cancer with BRCAT mutation

Year Key Event
Symptom onset (July 2021)
CA-125: 289 U/mL (August 2021)

2021 Chest CT: no changes (August 2021)
Abdominal and pelvic CT: tumor in the left ovary, massive ascites (July 2021)
Diagnostic laparoscopy, biopsy: peritoneal carcinomatosis (70% of peritoneum), tumor conglomerate, ascites (6000 mL)
(August 2021)

2021-2022 | Neoadjuvant chemotherapy (Carboplatin AUC5 + Paclitaxel 175 mg/m?) (October 2021 — February 2022)

CT: lymph node reduction (March 2022)
Interval cytoreduction: laparotomy, total hysterectomy, bilateral salpingo-oophorectomy, sigmoid colon resection,
omentectomy (March 2022)
CA-125: 13.75 U/mL (April 2022)

2022 Adjuvant chemotherapy + Bevacizumab (April-June 2022)
Lymph node metastases (CT, July 2022)
Chemotherapy + Bevacizumab (Gemcitabine) (August-October 2022)
CA-125: 4.52 U/mL (October 2022)
Continuation of chemotherapy + Bevacizumab (November 2022 - February 2023)
Bevacizumab monotherapy (February 2023)
BRCA1 mutation detected (Sequencing, September 2023)

2023 Anti-relapse chemotherapy (Carboplatin + Paclitaxel) (June-August 2023)
Olaparib maintenance therapy (November 2023)
CT: progressive lymphadenopathy (December 2023)
CT: disease progression (March 2024)

2024 Targeted therapy (Bevacizumab + olaparib) (May-October 2024 )
CT: disease stabilization (September 2024)
The patient continues maintenance therapy with olaparib and bevacizumab

Discussion: Long-term disease control in a patient with
advanced ovarian cancer over three years highlights the ef-
fectiveness of a personalized approach based on detecting
a germline BRCAT mutation. The comprehensive treatment
strategy, including diagnostic laparoscopy, neoadjuvant and
adjuvant chemotherapy, surgery, and maintenance therapy
with a PARP inhibitor, contributed to tumor stabilization.

Identifying a germline BRCAT mutation allowed for a
tailored therapeutic approach, optimizing treatment out-
comes. This case underscores the significance of molec-
ular genetic testing in selecting individualized treatment
regimens, thereby enhancing the patient’s prognosis. The
patient’s immediate relatives also underwent BRCAT mu-
tation testing for preventive purposes. They were advised
to undergo regular medical examinations for early cancer
detection and risk reduction if the mutation was detected.

These findings emphasize the value of a personalized
approach and highlight the need for further research into
genetic factors as essential tools for developing preventive
and therapeutic strategies in oncology.

Conclusions: Integrating BRCAT/2 mutation analysis
and PARP inhibitor therapy significantly improves clini-
cal outcomes in ovarian cancer management. Advances
in molecular biology and clinical oncology have increased
survival rates in BRCA-associated ovarian cancer. Further-
more, the introduction of combination therapies, such as

PARP inhibitors with antiangiogenic agents, has expanded
treatment options.

However, challenges remain, including therapy resist-
ance, limited efficacy in non-BRCA-mutated patients, and
the need for further investigation into PARP inhibitor inter-
actions with other therapeutic agents. Addressing these
issues requires additional studies to optimize clinical prac-
tice and improve patient outcomes.
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AHJATIIA

BRCA-BAMJIAHBICTBI AHAJIBIK BE3 KATEPJII ICITI: )KEKE EMJIEY TOXKIPUBECI.
KJUHUKAJBIK KAFIAN
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I«Ka3akcraH-Peceit meguunHanbik yHusepcuteti» MEBEM, Anmarbl, Kazakctan Pecny6aukace;
Z«Anmarbl oHKonOrMANbIK opTanbiFbi» LMK KMK, Anmatbi, KazakcTan Pecny6nukach;
3[leHcaynblk caKTay £blbIMin OpTanbifbl, LGHbUXIHB yHuBepcuTeTi, LLHbUMX3HD, KbiTait Xanblk Pecny6amnkach;
4«CK. AcheHanapos atbiaarbl Kasak ynTTblK MeauuuHa yuusepcuteri» KEAK, Anmarbl, KasakctaH Pecnybankace;
SA0 «Ka3ak OHKONIOTUA XaHe PaZInoNOrs FbiibIMu-3epTTey UHCTUTYThi» AK, Anmatbl, Ka3akcTaw Pecny6nukachl

Ozexminizi: Ananvix 6e3 Kamepii iciei-dHcoli caliblh MblHOA2aH 9lien0epoily OMIPIH KUAmblH el Kayinmi 2uHeKOI02UANbIK iCIKmepoin
0ipi. Kew ouaenos (III-1V camwvioazel ocazoatinapoviy 70% - dan acmamvl) Haxmel Oencinepoiy OOIMAYbIHA JCOHE CKPUHUHSTNIH
memen muimoinicine oatinanvicmol. Emoeyee swcexenendipineen mocina, conviy iwinoe BRCAL/2 mymayusacein manoay scone PARP
UHUOUMOPIAPLIH KOIOAHY MaHbL30blL dcemicmix 6010vl. BRCA1/2 mymayusnapvin anvlkmay moyekeaoi epme 0014cayaa sHeone onimol
asaumyaa biIKna ememin Manvl30bl 60AHCAMObIK MoHee ue. TyKvlm Kyanatimuvln 6edimoiniei 6ap HayKacmapaa 2eHemuKaibliK KeHec oepy
epme OUAeHOCMUKA, MAKCAMMbL MEPANUL HCOHE ANObIH ALy WAPAIAPbl APKLLIbL ANObIH aly2a MYMKIHOIK 6epeoi.

Makcambl — mepanusimbl dceKeneHOipy MyMKIHOIel dcone mymayusinobly cupek mypi 6ap BRCA-men 6atinanvicmol ananvik 6e3
Kamepai iciei Oap HayKacmel emoeyOiy KAUHUKANBIK Hca20atiblH MAaioay Heone Cunammay.

AQoicmepi: byn sepmmeyoe cupex kezdecemin BRCAI mymayusceimen baiinianvicmol ananvlk 6e30iy kamepii iciel 6ap HayKacmviy
KAUHUKATBIK dHca20aiivl kenmipineen. Mymayuanaposl anblKmay pemmilik apKblivl oCypei3inoi dxcone emoeyodiy muimoiniei KT scone
CA-125 oeneeiiin onuey apkwlivl 6a2a1aHObL.

Homuocenepi: Icik npoyeci yw dcwvlioan acmam mypakmaHowipuliovl. Kewenoi emoey (Ouacnocmukanvlk 1anapockonus,
XUMUOMEPANUSL, XUPYP2US, MAKCAMMbL HCOHE KOIOAY MEPANUACYL) iCIK NPOYeCiH mypakmanouipobl. I eHemuKaivlk mecminey 6oaicamobl
Jrcakcapmy apKwlivl mepanusinel detiimoeyee MyMKinOix 6epoi. AnOvin any yuin JcaKbii myblcmapelina mecminey Jicypeizinoi.

Kopvimuvinovi: BRCAI/2 mymayusacein owcone PARP  uneubumopnapvin manoaymen diaceKeneHoipiieen Mocil  KIUHUKATILIK
Homudicenepdi dcakcapmaobvl. Monekynanvix onkonoeuaddebl dHcemicmikmep nayueHmmepoiy emip cypyin apmmuiposl. Anaiioa,
Kemuwiinikmep o6ap: mepanusiea moe3imoinik, BRCA mymayuscul scox Haykacmapoa muimoiniei wekmeyni, PARP uneubumopnapuvinviy
backa npenapammapmen 03apa dpekemmecy Mexanusmoepin 00an opi sepmmey Kaxcemminizi.

Tyiiin co3oep: ananvix 6e3 kamepai iciei, BRCAI oswcen BRCA2 mymayuscol, xumuomepanus, PARP unzubumopnapbel, K1uHUKaIblx
Jicazoail.

AHHOTADUA

BRCA-ACCOHHHPOBAHHI)IFI PAK ANYHUKOB:
OIBIT NEPCOHAJIM3UPOBAHHOI'O JIEYEHUW 4.
KANHNUYECKHUHU CJIYUAU
A.E. Aiwoapoe'?, C.2K. Xanoapos®, /I.P. Kaiioaposa*, P.O. Bonamaoexosa®, /I.E. Atioapos’,
K.M. Amankynoe®, M.I. Opaszzanuesa®, C.0. Ocukbaesa’

THYO «KazaxcTaHcKuii-Poccuitckiii Me JULMHCKIG yHUBEpCUTET», Anmarbl, Pecnybiuka Kazaxcraw;
2KIT1 Ha NXB «AnIMaTUHCKIIi OHKONOTMYECKMY LieHTPy, AiMaTbl, Pecny6nnka Kasaxcran;
3HayuHblit LieHTp 3apaBooXpaHeHIa, LdHbUXIHbCKNI yHuBepcuTeT, LsHbux3Hb, Kutaiickas HapoaHas Pecny6nuka;
4HAO «Ka3axckuii HaLmoHanbHbIA MeauuuHcKkIi yHusepcutet umenn C.J1. Achenanaposa, Anmarbi, Pecny6nuka Kasaxcraw;
SA0 «Ka3axcKmii HayyHO-MCCNEA0BATENbCKUI UHCTUTYT OHKONOTUN 1 PaANonoriy, Anmarsl, Pecny6nuka Kazaxcrax

AKkmyanvnocmb: Pak SuuHukos — 00Ha U3 camvlx CMEPMOHOCHBIX 2UHEKOL02ULECKUX ONYXOACH, eHCe200HO YHOCAUAS HCUSHU IMBICIY
orcenugun. Tlo30uss ouaenocmuxa (6onee 70% cayuaes na IlI-1V cmaouu) obycrnosnena omcymemeuem cneyuuueckux CuMnmomos
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U HU3KOU 3PPEeKMUEHOCIbIO CKPUHUHA. SHAYUMETbHOIM O0CMUNCEHUEeM CMAL UHOUBUOYATbHBIL NOOX00 K JIeUeHUr, 8KII04auull
ananuz mymayuil BRCA1/2 u ucnonvzosanue uneubumopos PARP.

Buisisnenue mymayuii BRCA1/2 umeem sasicnoe npocHocmuueckoe 3Hauerue, cnocoocmeysi panHeMy NPOSHOUPOSAHUIO PUCKA U
cHudicenuio cmepmuocmu. I enemuueckoe KOHCYIbMupoGanue nayuenmos ¢ Hacae0CmeeHHol npedpacnonodicenHoCmypio no38oiaen
nposooUmb NPOPUIAKMUKY ¢ NOMOUBIO PAHHEL OUASHOCMUKY, MAP2eMHOT Mepanui u nPOPUIAKMULECKUX 6MEUAMETbCME.

ILlenv uccnedosanus — npoananu3uposams U ONUCAMb KAuHuUYecKull cayyai aevenus nayuenmxu ¢ BRCA-accoyuuposanmvim
PAKOM AUYHUKOS ¢ PEOKOU (POPMOTL MYyMAyuu ¢ 803MOANCHOCMbIO NEPCOHATUAYUU MEPANUU.

Memoowi: B Oannom uccrnedoganuu npeocmagien KAUHUYECKUN CAY4all NAYUEHMKU ¢ PpACIPOCMPAHEHHbIM PAKOM AUYHUKOS,
accoyuuposannvim ¢ peoxou mymayueti BRCAI. Bvisgnenue mymayuil npogoousocs ¢ NOMOWbI0 CEK8EHUPOBAHUSA, A IPPeKMUBHOCb
JIeYEHUS OYEHUBALACH C NOMOWbIO KOMNbIOMEPHOU momocpaguu u usmeperus yposus CA-125.

Pezynemamur: Onyxonesguiii npoyecc 6vi1 cmabuausuposar 6onee yem Ha mpu 2ooa. Komnnexcrnoe nevenue (Ouacnocmuueckas
AANApoOCKONUs, XuUMUOMEPANUs, Xupypeuieckoe eMeulamenbCcmeo, mapeemuas u no00epiucusaiowds mepanus) cmaduIu3uposanlo
onyxonesviii npoyecc. Ienemuyeckoe mecmuposanue nO360AUI0 AOANMUPOSATNL MePanuio, Yiyuuue npocnos. baudcaiiwue
POOCMEEHHUKY NPOWLTU NPOPUIAKMUYECKoe 06CIe)08aHIUe.

3akniouenue: Hnousuoyanvhviii nooxoo ¢ ucnoivzosaumuem auvanuza mymayuii BRCAI/2 u uneubumopos PARP ynyuwaem
KAuHu4eckue pesyiomamol. JJocmudicenus ¢ o61acmu MONeKyIapHoll OHKOI02UU NO3GOIUNU YEETULUNMb GbIICUBACMOCTNE NAYUCHINOE.
Oonako npobremvl 0CMAIOMes: Pe3UCMEHMHOCMb K mepanuu, 02paHudennas sggexmusnocms y nayuenmos dez mymayuii BRCA
U HeobX00UMOCMb OANbHEUWUX UCCIe008AHUL MEXAHUZMO8 83aumoleticmseus uneubumopos PARP ¢ Opyzumu jexapcmeeHHbIMU
cpedcmeamu.

Knioueswvie cnosa: pax auunuxos, mymayuu BRCAI u BRCA2, xumuomepanus, uneubumopst PARP, kaunuueckuii ciyuail.
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