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ABSTRACT
Relevance: High-grade serous ovarian cancer (HGSOC) is characterized by pronounced genomic instability, frequent mutations 

in BRCA1/2 genes, and high clinical and molecular heterogeneity. In some patients, the disease is accompanied by a homologous 
recombination deficiency (HRD), which causes sensitivity to poly (ADP-ribose) polymerase (PARP) inhibitors. However, the efficacy of 
these drugs remains limited in BRCA wild-type patients.

This study aimed to analyze and describe a clinical case of BRCA-negative serous ovarian cancer complicated by multiple 
progressions and the formation of drug resistance.

Methods: This study presents a clinical case of a patient with a common form of HGSOC, without mutations in BRCA1/2 genes but 
with a moderately positive HRD status. Molecular genetic analysis was performed by next-generation sequencing using the Foundation 
Medicine platform. The effectiveness of the treatment was assessed through positron emission tomography combined with computed 
tomography, magnetic resonance imaging, and computed tomography, alongside serial measurements of the CA-125 tumor marker.

Results: The patient underwent cytoreductive surgery followed by five successive lines of chemotherapy, including platinum-based 
regimens, bevacizumab, liposomal doxorubicin, gemcitabine, and оlaparib as a PARP inhibitor. Although transient partial responses 
were achieved, the disease subsequently progressed. Molecular genetic analysis confirmed the absence of BRCA1/2 mutations and 
revealed an HRD score of 20.1%, indicative of limited sensitivity to PARP inhibition. As the patient’s general condition declined, a 
transition to palliative care was initiated in February 2025. The patient passed away in March 2025.

Conclusions: The presented case highlights the limited therapeutic possibilities in BRCA-negative HGSOC with moderate HRD 
status and demonstrates the need to develop new personalized treatment strategies in patients with an unfavorable molecular profile.
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Introduction: High-grade serous ovarian carcinoma 
(HGSOC) is the most common and aggressive histological 
subtype of epithelial ovarian cancer. This disease is charac-
terized by pronounced genomic instability, a high frequen-
cy of somatic and germinal mutations, impaired DNA re-
pair mechanisms, and activation of cellular stress signaling 
pathways. In most cases, the tumor develops against the 
background of molecular disorders in the TP53, BRCA1/2 
genes, or other elements of the homologous recombina-
tion system. HGSOC is clinically characterized by an ag-
gressive course, early intraperitoneal dissemination, and 
pronounced histological and molecular heterogeneity, 
complicating treatment response prediction and necessi-
tating a personalized therapeutic approach [1, 2]. Accord-
ing to the international cancer registries, the median 5-year 
survival rate in patients with advanced HGSOC does not ex-
ceed 27%. This is significantly lower than in low-grade or 
early-stage tumors, where the survival rate can reach 70-
90%. The main reasons for such unfavorable outcomes are 
late diagnosis, pronounced heterogeneity of the tumor, a 
tendency to rapid intraperitoneal spread, and the devel-
opment of chemoresistance after the first courses of thera-
py [3,4]. According to molecular genetic studies, about 30-

35% of HGSOCS are associated with disorders in the BRCA1 
or BRCA2 genes, including germinal and somatic muta-
tions and epigenetic inactivation, such as hypermethyl-
ation of promoter regions. These molecular defects lead 
to homologous recombination deficiency (HRD), forming 
the so-called HRD phenotype [5]. HRD is a central mech-
anism underlying genomic instability in epithelial ovari-
an cancer. It is associated with impaired high-precision re-
pair of double-stranded DNA breaks. According to current 
molecular studies, signs of HRD are detected in approxi-
mately 50% of patients with HGSOC. This phenotype forms 
the therapeutic vulnerability of the tumor to poly (ADP-ri-
bose) polymerase (PARP) inhibitors, whose action is based 
on the principle of synthetic lethality. In this regard, deter-
mining the HRD status is of key importance for choosing 
personalized therapy and evaluating the potential effec-
tiveness of PARP inhibitors in this category of patients [6-8]. 
Poly inhibitors (ADP-ribose) polymerases (PARP) were ini-
tially developed as a maintenance therapy for patients with 
recurrent ovarian cancer who have achieved a complete 
or partial response to repeated chemotherapy with plati-
num preparations. Their clinical efficacy was convincingly 
demonstrated in three large, randomized phase III trials – 
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NOVA (ENGOT-OV16), SOLO-2 (ENGOT-OV21), and ARIEL3 
– where there was a significant improvement in progres-
sion-free survival (PFS) compared to placebo. The results 
of these studies led to the approval of niraparib, olaparib, 
and rukaparib as maintenance therapy for recurrent plat-
inum-sensitive ovarian cancer, regardless of the presence 
of mutations in BRCA1/2 or other biomarkers. This expand-
ed the indications for using PARP inhibitors and confirmed 
their role as one of the key components of a personalized 
approach to treating recurrent tumors [9, 10].

This study aimed to analyze and describe a clinical case 
of BRCA-negative serous ovarian cancer complicated by 
multiple progressions and the formation of drug resistance.

Materials and methods: This paper presents a clinical 
case of a patient with a common form of HGSOC under ob-
servation at the Almaty Cancer Center. An integrated ap-
proach was used to assess the molecular and immunohis-
tochemical profile of the tumor.

A next-generation molecular genetic sequencing 
(NGS) study was performed in Foundation Medicine Inc.’s 
(USA) laboratory to assess the mutation status. The test 
evaluated mutations in the BRCA1/2 genes and the level of 
genomic instability (HRD), which revealed the absence of 
BRCA mutations and the HRD status of 20.1%.

An immunohistochemical study of the tumor tissue 
was performed using antibodies to the WT1, PAX8, p53, 
p16, Ki-67 markers, estrogen and progesterone recep-
tors (ER/PR), and the folate α receptor. The study was per-
formed on the VENTANA BenchMark ULTRA (Roche) plat-
form using the BN3.2 monoclonal antibody (Novocastra/
Leica). Mutation-specific overexpression of p53 and Ki-67 
at 30% and moderate and strong expression of folate re-
ceptor α in 35% of tumor cells were found. Expression of 
ER and PR was absent.

In contrast to the clinical case described in our pre-
vious article [11], which documented a rare BRCA1 muta-

tion (p.181T>G; p.Cys61Gly) associated with prolonged tu-
mor stabilization exceeding three years, this patient had 
no BRCA1/2 mutations and an HRD score of 20.1%, indicat-
ing limited expected benefit from PARP inhibitor therapy. 
Variations in the molecular profile proved to be critical de-
terminants in selecting therapeutic strategies, prognos-
tication of treatment response, and prediction of disease 
trajectory. Disease progression and therapeutic response 
were dynamically monitored through serial imaging stud-
ies, including magnetic resonance imaging (MRI), comput-
ed tomography (CT), and positron emission tomography/
computed tomography (PET/CT), complemented by se-
quential measurements of serum CA-125 levels.

Clinical case:
Patient Information: Patient A. was 42 years old at the di-

agnosis. She presented in February 2022 with clinical signs 
necessitating immediate surgical intervention. Primary cy-
toreductive surgery was performed with an extensive sur-
gical approach, including total abdominal hysterectomy 
with bilateral salpingo-oophorectomy, resection of the 
round ligament of the liver, excision of a tumor mass from 
the left paracolic gutter, total omentectomy, and pelvic 
and para-aortic lymph node dissection. Histological analy-
sis confirmed HGSOC, FIGO stage IIIC (pT3C pN1c M0).

Between March and June 2022, the patient received six 
cycles of chemotherapy consisting of carboplatin (AUC 5) 
and paclitaxel (175 mg/m²), administered intravenously ev-
ery 21 days. A favorable treatment response was observed, 
as evidenced by a decline in the CA-125 tumor marker level 
to 32 U/mL by July 2022.

In June 2022, the tumor molecular genetic profiling 
was done by NGS using Foundation Medicine Inc. USA). No 
pathogenic variants were identified in the BRCA1/2 genes, 
indicating a BRCA wild-type status. The HRD score of 20.1% 
evidenced moderate genomic instability and suggested 
limited sensitivity to PARP inhibitor therapy (Figure 1).

Figure 1 – Molecular genetic and immunohistochemical analysis was performed using next-generation sequencing 
(FoundationOne® CDx, Foundation Medicine, Cambridge, USA)
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An immunohistochemical study of the tumor was also 
performed at the Charité University Hospital (Berlin, Ger-
many). Mutational type of p53 expression, Ki-67 prolifera-
tive activity index at the level of 30%, expression of folate 
receptor α in 35% of tumor cells, and negative expression 
of hormone receptors ER and PR were found.

To evaluate the disease extent, a PET/CT scan per-
formed in February 2022 revealed increased metabolic ac-
tivity in the mesenteric lymph nodes (SUVmax 3.8–6.1). Fol-
low-up imaging in November 2022 showed no evidence of 
disease recurrence (Figure 2).

In December 2022, the clinical case was reviewed 
during a multidisciplinary consultation at the Kazakh In-
stitute of Oncology and Radiology, with the participation 
of specialists from Charité University Hospital. Considering 
the absence of disease recurrence on the PET/CT scan from 
November 2022 and a platinum-free interval exceeding 
six months, the patient was classified as platinum-sensi-
tive. Based on the results of the discussion, repeated plati-
num-containing chemotherapy in combination with bev-
acizumab is recommended, followed by the appointment 
of a PARP inhibitor when the disease stabilizes.

Figure 2 – PET/CT scan: A – an increased metabolic activity in 
the abdominal lymph nodes (arrows), consistent with active 

disease (February 2022); B – a marked reduction in metabolic 
activity of previously hypermetabolic lymph nodes  

(November 2022)

From April to September 2023, the patient underwent 
six cycles of second-line chemotherapy consisting of car-
boplatin (AUC 5), paclitaxel (175 mg/m²), and bevacizum-
ab (15 mg/kg), administered intravenously every 21 days. 
The treatment was well tolerated. A positive treatment re-

sponse was observed, reducing the CA-125 tumor mark-
er level from 115 to 48 U/mL. Follow-up PET/CT imaging in 
August 2023 demonstrated decreased metabolic activity 
in the previously affected lymph nodes, consistent with a 
partial metabolic response (Figure 3).

Figure 3 – A PET/CT scan from August 2023: reduced metabolic activity in the affected lymph 
nodes (arrows) indicates a favorable response to second-line chemotherapy

From October 2023 to February 2024, the patient re-
ceived maintenance therapy with olaparib at a dose of 
300 mg twice daily. This regimen was initiated following 
a favorable response to second-line treatment and was 
in alignment with international guidelines for the use of 
PARP inhibitors in patients with platinum-sensitive disease 

despite the absence of BRCA mutations. However, in March 
2024, both biochemical and radiological evidence of dis-
ease progression was observed: CA-125 levels increased to 
151 U/mL, and PET/CT imaging revealed new metabolically 
active lesions in the cervical, mediastinal, para-aortic, mes-
enteric, and paracaval lymph nodes, as well as radiophar-
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maceutical uptake in the skin of the neck and the anterior 
abdominal wall (Figure 4).

From April to June 2024, the patient received chemo-
therapy consisting of paclitaxel at a dose of 160 mg admin-
istered intravenously on days 1, 8, and 15 of each 21-day cy-
cle, in combination with bevacizumab 15 mg/kg every 21 

days. A total of three cycles were completed. During treat-
ment, the patient developed grade 2 leukopenia. A PET/CT 
scan performed in July 2024 revealed signs of peritoneal 
carcinomatosis, ascites, and enlargement of the mesenter-
ic and para-aortic lymph nodes, along with cystic lesions 
in the liver suspected to be of metastatic origin. 

 Figure 4 – PET/CT image: New metabolically active lesions  
in the lymph nodes, the skin of the neck,  

and the abdominal wall

From July to October 2024, the patient received se-
quential chemotherapy with continued use of bevacizum-
ab. Two cycles of liposomal doxorubicin (40 mg/m2 in-
travenously) with bevacizumab (15 mg/kg) were initially 
administered. Due to the absence of clinical or biochemi-
cal improvement, the treatment regimen was modified to 
include three cycles of gemcitabine (1000 mg/m² on days 
1 and 8 of each 21-day cycle), again combined with beva-
cizumab at the same dosage. Despite these interventions, 
no objective treatment response was achieved. PET/CT 
and MRI scans performed in October 2024 revealed multi-
ple metastatic lesions in the liver and peritoneum (Figure 
5), as well as bilateral pleural effusions.

A CT scan performed in February 2025 confirmed in-
testinal obstruction, multiple hepatic metastases, and bi-
lateral pleural effusions. Due to progressive clinical dete-
rioration, the patient underwent laparotomy, followed by 
a relaparotomy with gastrostomy and cecostomy. At that 
time, the CA-125 level exceeded 1100 U/mL, and the pa-
tient’s performance status was assessed as ECOG 3. In 
light of the lack of therapeutic response, the extensive 
progression of the disease, and the overall decline in clin-
ical condition, a decision was made in February 2025 to 
transition the patient to palliative care. Despite support-
ive measures, the patient succumbed to disease progres-
sion in March 2025.

Figure 5 – Axial pelvic MRI: Signs of peritoneal carcinomatosis. The T2-weighted image (left) and 
diffusion-weighted image (right) reveal irregular thickening and nodularity along the peritoneal 

surfaces (arrows), consistent with metastatic peritoneal involvement
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Results: The patient underwent complex treatment, 
including cytoreductive surgery, five lines of chemo-
therapy, targeted therapy, and maintenance treatment 
with a PARP inhibitor. After the first line of chemother-
apy, partial remission was achieved with a biochemical 
decrease in CA-125 levels to 32 U/ml. PET/CT from No-
vember 2022 showed no signs of relapse. Considering 
the platinum sensitivity (over more than 6 months), re-
peated platinum-containing chemotherapy in combi-
nation with bevacizumab was started in April 2023. At 
the end of six cycles, partial metabolic remission was 
achieved, and the CA-125 level decreased to 48 U/ml. 
Since October 2023, maintenance therapy with olaparib 
was performed, but by March 2024, biochemical and vi-
sual progression was recorded: an increase in CA-125 to 
151 U/ml and the detection of active metastatic lymph 
nodes. Due to documented disease progression, treat-
ment with weekly paclitaxel in combination with bev-

acizumab was initiated between April and June 2024. 
However, follow-up PET/CT imaging revealed continued 
disease spread. Subsequent chemotherapy regimens 
incorporating liposomal doxorubicin and gemcitabine 
likewise failed to elicit an objective response. Trends in 
CA-125 levels throughout treatment, showing initial re-
sponse followed by progressive elevation during later 
lines of therapy and transition to palliative care (Figure 
6), and PET/CT imaging from October 2024 demonstrat-
ed multiple metastatic lesions. NGS revealed no patho-
genic mutations in BRCA1/2 and HRD score of 20.1%, in-
dicative of moderate genomic instability and limited 
expected benefit from PARP inhibitor therapy. Due to 
disease progression and functional decline (ECOG per-
formance status 3), the patient was transitioned to palli-
ative care in February 2025. A fatal outcome was record-
ed in March 2025 (Table 1).

The timeline of this clinical case is provided in Table 1.

Figure 6 – Changes in CA-125 levels during treatment

Table 1 – Timeline of the clinical case of BRCA-negative serous ovarian cancer with multiple progressions and drug 
resistance

Date Event
February 2022 Initial presentation and primary cytoreductive surgery. Diagnosis: HGSOC, FIGO IIIC.
March - June 2022 First-line chemotherapy (carboplatin + paclitaxel), favorable response (CA-125 decrease to 32 U/mL).
June 2022 NGS: BRCA-negative, HRD 20.1% confirmed.
November 2022 PET/CT: No signs of recurrence.
April - September 2023 Second-line chemotherapy (carboplatin + paclitaxel + bevacizumab): partial metabolic response, CA-125 

decreased to 48 U/mL.
October 2023 - February 2024 Maintenance therapy with olaparib.
March 2024 A progression was detected: CA-125 increased to 151 U/mL; new metastatic lesions on PET/CT.
April - June 2024 Third-line chemotherapy (weekly paclitaxel + bevacizumab): the progression continued.
July - October 2024 Fourth-line chemotherapy: liposomal doxorubicin + bevacizumab; switch to gemcitabine + bevacizumab; 

no response.
October 2024 MRI and PET/CT: Liver metastases, peritoneal carcinomatosis, pleural effusion.
February 2025 Intestinal obstruction: palliative surgeries (gastrostomy, cecostomy); ECOG 3; transition to palliative care.
March 2025 Patient deceased.

Discussion: The presented clinical case illustrates the 
course of FIGO IIIC HGSOC in a BRCA-negative patient 
with moderate genomic instability. Despite complete 

cytoreductive surgery, two consecutive platinum reg-
imens, targeted therapy with bevacizumab, and main-
tenance treatment with olaparib, the disease was char-
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acterized by a progressive and resistant course [12]. In 
contrast to the clinical case presented in a previous-
ly published paper [11], where the detection of a rare 
BRCA1 gene mutation (p.181T>G; p. Cys61Gly) allowed us 
to achieve long-term stabilization of the tumor process 
for more than three years on the background of PARP-in-
hibitor therapy; in our case, the molecular profile was 
different [13].

The patient had no mutations in the BRCA1/2 genes, 
and the HRD level was 20.1%, indicating a limited sensitiv-
ity to PARP inhibitors. Despite similar maintenance ther-
apy with olaparib, the effect was short-lived, and disease 
progression was recorded [14]. This highlights the impor-
tance of molecular profiling in the early management of 
patients with epithelial ovarian tumors. In addition, high 
p53 expression, absence of ER/PR receptors, and moder-
ate folate α receptor expression (35%) reflect the aggres-
sive molecular phenotype of the tumor.

Repeated changes in chemotherapy regimens, in-
cluding liposomal doxorubicin, gemcitabine, and weekly 
paclitaxel, did not provide a stable response. These lines’ 
lack of clinical efficacy highlights the limitations of avail-
able treatment strategies in patients with an unfavorable 
molecular profile. In conditions of aggressive course and 
cumulative toxicity, timely transition to palliative care 
plays a key role.

Conclusions: The presented clinical case of HGDOC, 
FIGO stage IIIC, in a BRCA-negative patient with moder-
ate genomic instability (an HRD score of 20.1%) illustrates 
an aggressive disease course with limited response to 
multi-line therapy. Despite optimal primary cytoreduc-
tion, sequential platinum-based chemotherapy, and tar-
geted antiangiogenic therapy, the patient experienced 
recurrent relapses and multiple episodes of disease pro-
gression. The absence of BRCA1/2 mutations and a bor-
derline HRD score likely contributed to reduced sensitiv-
ity to PARP inhibition and the lack of durable treatment 
response. This case highlights the urgent need to devel-
op novel individualized treatment strategies and identi-
fy additional therapeutic targets in patients with unfa-
vorable molecular profiles. Emphasis should be placed 
on early detection of resistance predictors and the im-
plementation of truly personalized oncologic care tai-
lored to the genetic and phenotypic characteristics of 
the tumor.
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4«С.Ж. Асфендияров атындағы Қазақ ұлттық медицина университеті» КЕАҚ, Алматы, Қазақстан Республикасы; 

5АО «Қазақ онкология және радиология ғылыми-зерттеу институты» АҚ, Алматы, Қазақстан Республикасы

Өзектілігі: Аналық бездің жоғары дәрежелі серозды қатерлі ісігі (HGSOC) айқын геномдық тұрақсыздықпен, BRCA1/2 
гендеріндегі жиі мутациялармен және жоғары клиникалық және молекулалық гетерогенділікпен сипатталады. Кейбір науқастарда 
ауру гомологиялық рекомбинацияның (HRD) жетіспеушілігімен бірге жүреді, бұл PARP ингибиторларына сезімталдықты тудырады. 
Алайда, Бұл препараттардың BRCA-жабайы түрі ісіктердегі тиімділігі шектеулі болып қалады.

Зерттеу мақсаты – бірнеше үдеумен және дәріге төзімділіктің қалыптасуымен асқынған BRCA-теріс аналық бездің серозды 
қатерлі ісігі бар науқасты емдеудің клиникалық жағдайын талдау және сипаттау.

Әдістер: Бұл зерттеу BRCA1/2 гендерінде мутациясы жоқ, бірақ орташа оң HRD мәртебесі бар HGSOC жалпы формасы бар 
науқастың клиникалық жағдайын ұсынады. Молекулалық-генетикалық талдау Foundation Medicine платформасында келесі ұрпақ 
секвенциясы арқылы жүргізілді. Емдеудің тиімділігі CA-125 ісік маркерін сериялық өлшеумен қатар компьютерлік томографиямен 
біріктірілген позитронды-эмиссиялық томография, магнитті резонансты томография және компьютерлік томография арқылы 
бағаланды.

Нәтижелері: Науқас циторедуктивті операциядан өтті, содан кейін платина негізіндегі режимдерді, бевацизумабты, 
липосомалық доксорубицинді, гемцитабинді және поли(АДФ-рибоза) полимераза (ПАРП) ингибиторлары олапарибті қоса алғанда, 
химиотерапияның қатарынан бес бағыты жүргізілді. Өтпелі ішінара реакцияларға қол жеткізілгенімен, кейіннен ауру асқынып 
кетті. Молекулалық-генетикалық талдау BRCA1/2 мутацияларының жоқтығын растады және HRD 20,1% көрсеткішін анықтады, 
Бұл ПАРП тежелуіне шектеулі сезімталдықты көрсетеді. Науқастың жалпы жағдайы нашарлағандықтан, 2025 жылдың 
ақпанында паллиативтік көмекке көшу басталды. Науқас 2025 жылдың наурыз айында қайтыс болды.

Қорытынды: Ұсынылған жағдай орташа HRD мәртебесі бар BRCA-теріс HGSOC препараттарының шектеулі емдік 
мүмкіндіктерін көрсетеді және қолайсыз молекулалық профилі бар науқастарды емдеудің жаңа жекелендірілген стратегияларын 
әзірлеу қажеттілігін көрсетеді.

Түйін сөздер: аналық бездің жоғары дәрежелі серозды қатерлі ісігі (HGSOC), BRCA-теріс статусы, гомологиялық рекомбинация 
тапшылығы (HRD), ПАРП ингибиторлары, клиникалық жағдайы, химиотерапия, молекулалық профильдеу.
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Актуальность: Серозный рак яичников высокой степени злокачественности (high-grade serous ovarian cancer, HGSOC) 
характеризуется выраженной нестабильностью генома, частыми мутациями в генах BRCA1/2 и высокой клинической и молекулярной 
гетерогенностью. У некоторых пациентов заболевание сопровождается дефицитом гомологичной рекомбинации (homologous 
recombination deficiency, HRD), что обуславливает чувствительность к ингибиторам поли(АДФ-рибозо)полимеразы (ПАРП). Однако 
эффективность этих препаратов при BRCA дикого типа остается ограниченной.

Цель исследования – проанализировать и описать клинический случай лечения пациентки с BRCA-негативным серозным раком 
яичников, осложненным множественными прогрессиями и формированием лекарственной устойчивости.

Методы: В данной публикации представлен клинический случай пациента с распространенной формой HGSOC, без мутаций 
в генах BRCA1/2, но с умеренно положительным статусом HRD. Молекулярно-генетический анализ проводился с использованием 
секвенирования нового поколения на платформе Foundation Medicine. Эффективность лечения оценивалась с помощью позитронно-
эмиссионной томографии в сочетании с компьютерной томографией, магнитно-резонансной томографии, компьютерной 
томографии, а также последовательных измерений опухолевого маркера CA-125.

Результаты: Пациентке была проведена циторедуктивная операция, за которой последовали пять последовательных курсов 
химиотерапии, включая схемы на основе платины, бевацизумаб, липосомальный доксорубицин, гемцитабин и ингибитор ПАРП 
олапариб. Хотя были достигнуты временные частичные ответы, впоследствии заболевание прогрессировало. Молекулярно-
генетический анализ подтвердил отсутствие мутаций BRCA1/2 и выявил дефицит гомологичной рекомбинации (HRD), который 
составил 20,1%, что указывает на ограниченную чувствительность к ингибированию ПАРП. Поскольку общее состояние пациента 
ухудшилось, в феврале 2025 года был начат переход на паллиативную помощь. Пациент скончался в марте 2025 года.



CLINICAL CASES

32 Oncology and Radiology of Kazakhstan, №2 (76) 2025

Transparency of the study: Authors take full responsibility for the content of this manuscript. 
Conflict of interest: Authors declare no conflict of interest.
Financing: The study was conducted as part of A. Aidarov’s dissertation research, “Personalized diagnostics and treatment of ovarian 
cancer.”
Authors’ input: contribution to the concept – Aidarov A.E., Khaidarov S., Kaidarova D.R., Bolatbekova R.O.; study design –  
Aidarov A.E., Bolatbekova R.O.; implementation of the declared scientific research – Aidarov A.E., Bolatbekova R.O.; interpretation  
of the declared scientific research – Aidarov A.E., Bolatbekova R.O., Aidarov D.E., Amankulov J.M., Aidarova A.M., Izbagambetov N.A.; 
preparation of the manuscript – Aidarov A.E., Bolatbekova R.O., Amankulov J.M. 
Authors' data:
A.E. Aidarov (corresponding author) – 3rd-year PhD student, Kazakh-Russian Medical University; Physician, Department of 
Oncogynecology, Almaty Oncology Center, Almaty, the Republic of Kazakhstan, tel. +77073273565, e-mail: askar.a.e@mail.ru,  
ORCID: 0000-0001-5081-1264; 
S.Zh. Khaidarov – MSc, 3rd-year PhD student, Health Science Center (Faculty of Medicine), Shenzhen University, Shenzhen, China,  
tel. +7777 5976108, e-mail: logicalmind1984@mail.ru, ORCID: 0000-0001-7770-8427; 
D.R. Kaidarova – Doctor of Medical Sciences, Professor, Academician of the National Academy of Sciences of the Republic  
of Kazakhstan under the President of the Republic of Kazakhstan, First Vice-Rector of Asfendiyarov Kazakh National Medical University, 
Almaty, the Republic of Kazakhstan, tel. +77017116593, e-mail: dilyara.kaidarova@gmail.com, ORCID: 0000-0002-0969-5983; 
N.A. Izbagambetov – Candidate of Medical Sciences, Chief Physician of the Almaty Cancer Center, Almaty, Republic of Kazakhstan,  
tel. +77777168626, e-mail: Nurs@inbox.ru, ORCID: 0009-0009-4859-3929;
R.O. Bolatbekova – PhD, Head of the Department of Oncogynecology, Almaty Oncology Center, Almaty, the Republic of Kazakhstan, 
tel. +77012221293, e-mail: r.bolatbekova@gmail.com, ORCID: 0000-0002-4576-5432; 
D.E. Aidarov – 3rd-year PhD student, Kazakh-Russian Medical University, Almaty, the Republic of Kazakhstan, tel. +77077744419, 
e-mail: daulet_medik@mail.ru, ORCID: 0000-0002-2783-8503;
A.M. Aidarova – Assistant Professor of the Department of Nephrology, NAO "Kazakh National Medical University named  
after S.D. Asfendiyarov", Almaty, Kazakhstan, tel. +77086550504; е-mail: Omar.al.askar20@gmail.com, ORCID: 0009-0004-6512-2014;
J.M. Amankulov – PhD, Head of the Department of Radiology and Nuclear Medicine, Kazakh Institute of Oncology and Radiology, 
Almaty, the Republic of Kazakhstan, tel. +77013514213, e-mail: zhandos.amankulov@gmail.com, ORCID: 0000-0001-7389-3119. 

Address for correspondence: A.E. Aidarov, Almaty Oncology Center, 220a Papanina St., Almaty 050000, the Republic of Kazakhstan.

Заключение: Представленный случай подчеркивает ограниченные терапевтические возможности при BRCA-негативном 
HGSOC с умеренным HRD статусом и демонстрирует необходимость разработки новых персонализированных стратегий лечения 
пациентов с неблагоприятным молекулярным профилем.
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