Introduction. 7.8% patients of reproductive age and 2.5-18% postmenopausal
women have ovarian neoplasms. About 13% ofall ovarian neoplasms detected
in young women and 45% ofneoplasms found in postmenopausal women are
malignant. Foreign gynecologists use such methods as RMI (risk malignancy
index) and ROMA (risk ovarian malignancy algorithm) for differentiation
between benign and malignant ovarian neoplasms at the preoperative stage.
Russian medical specialists don’t apply these methods in their wide practice.
Aim. To investigate the sensitivity and specificity of RMI and ROMA, as
prognostic methods that help to differentiate benign and malignant ovarian
neoplasms at the stage of preoperative examination.Materials and methods.
Retrospective analysis of 106 case records of the patients admitted to the
operative treatment for ovary neoplasms in gynecological clinic SSMU,
24 case histories of the patients with the diagnosis of ovary cancer which
registered in Tomsk Regional Oncology Dispensary. Results. Only 23
patients of gynecological clinic were examined with determination of tumor
markers CA 125 and HEA4. In 7 (30.4%) of 23 patients was detected ovarian
cancer by results ofhistological examination. 1 patient (4.3%) had metastatic
cancer Krukenberg, other 6 women (26.1%) had epithelial ovarian cancer.
The levels of CA-125 was elevated above cutoff value in 6 cases. Ovarian
cancer was identified in 5 0f6 patients; mucinous cystadenoma in conjunction
with disseminated endometriosis was identified in 1 woman with high level
CA-125. In one patient with ovarian cancer the level of CA-125 did not
exceed the normal range (clear cell carcinoma was revealed by histological
examination). Tumor marker CA-125 demonstrated a sensitivity of 85.7%, a
specificity of 93.75%. RMI values greater 200 were identified in 6 patients
with high level CA-125, sensitivity and specificity values associated with the
RMI were 85.7% and 93.75%. Algorithm ROMA elevated above reference
values in 5 (21.7%) cases - in 4 patients with ovarian cancer and 1 woman
with benign ovarian tumor in conjunction with disseminated endometriosis.
ROMA values were normal in 2 patients with ovarian cancer (mucinous
cystadenocarcinoma and clear cell ovarian carcinoma were revealed by
histological examination). This algorithm shown a sensitivity 0f 66.7% and a
specificity of 93.75%. Three methods (CA-125, RMI, ROMA) demonstrated
false-positive result in case of patient with benign ovarian tumor in
conjunction with disseminated endometriosis, and false - negative result
in case of patient with clear cell ovarian carcinoma. Levels tumor marker
CA-125 elevated above reference values in 20 women (83.3%) with ovarian
cancer registered in Tomsk Regional Oncology Dispensary. RMI value
greater than 200 in all patients (100%) with malignant ovarian neoplasms.
Statistically significant dependence of CA-125 and RMI values on the stage
ofovarian cancer is not detected (p=0.074). ROMAhas notbeen evaluated in
patients Oncology Dispensary because marker HE4 was not defined eitherin
one patient. Conclusion. RMI and ROMA rarely used to assess the nature of
ovarian neoplasms at the preoperative stage. RMI and ROMA showed rather
high sensitivity (RMI - 85.7% according to the gynecological clinic and
100% according to Tomsk Regional Oncology Dispensary, ROMA - 66.7%)
and specificity (93.75%) and can be used more widely to assess the nature of
ovarian neoplasms on stage of preoperative examination.
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BeefeHve. [vnepnnacTuyeckue npoueccbl Marku (MUOMa  MaTku,
reHnTaNbHbI 3HAOMETPMO3, rUNepnaacTUYecKne NPoLeccbl 3HAOMETPMSA)
3aHUMalOT Bedyllee MeCTO B CTPYKType 06Lieii TMHEKONornyeckon
3abonesaeMocT. OHW uMeloT 06LiMe 3BeHbf nNaToreHesa M MO3ITOMY
[0CTATOYHO YacTo BCTPeYaroTCca coyeTaHo. COrnacHo aHHbIM nTepaTypsl,
runepnaacTMyeckne npoLeccbl MaTky ABAAOTCA  FOPMOH3aBUCUMbIMU
natonoruamu. Lenb uccnegosaHms. OueHka nonumopgusma reHa
3CTporeHoBoro peuentopa BToporo tuna (1730G>A ESR2) y 601bHbIX
runepnaacTUYecKUMn npoueccamm  Matku. [auneHTsl U MeTofbl.
pynny uccnegosaHna coctasunu 1883 nHamsBugyyma: 921 naumeHTka C
rnnepnnacTMyeckMu npoleccamm MaTkm n 962 >KeHLWWHbl KOHTPO/bHO
rpynnbl. B BbIGOPKM GONbHbIX W KOHTPOAS OblIN BKAIOUEHbI XKEHLLMHbI
PYCCKOM HALMOHANbHOCTKH, ABNAOWMECH YpoXeHKamu LleHTpanbHoro
YepHo3eMbsi P® 1 He cocToALLME B POACTBE MeXAy coboii. MaTepuanom ans
1CCNefo0BaHNAMNOCNYXXMNaBEHO3HAAKPOBLBOObEME 6 M1, B3ATAAN3N0KTEBOM
BeHbl NpobaHfa. Bbigenenne reHomHoit AHK 13 nepudepuueckoit Kposm
npoBeAeHO MeTOAO0M (heHO/IbHO-X/10POPOPMHOIE SKCTpaKLmn. MiccnefoBaHue
nonumMopgu3mMa npoBOAWIOCE C  MOMOLWbI  MeTofa  NoN1MepasHoi
LIeMHO peakuMu € MCNOMb30BaHWEM COOTBETCTBYIOLLMX MpaiMepoB U

Cekuna «AKYLWEPCTBO N TMHEKOTIOTNA»

30HA0B Ha amnnudukatope 1Q5. [eHOTUNMpOBaHME OCYLLECTBAANOCH
MEeTOAOM [AMCKPUMUHALMKU anneneid. PesynbTaTbl. [onydeHbl cnefytoline
pesynbTaTbl. YacToTbl anneneil N reHOTUNOB pacrpefenunncb y 60MbHbIX
rmnepnnacTMyeckMu npoueccaMmm Matku cnegytouimm obpasom: 1730A -
35,23%; 17300-64,77%; 1730AA-13,14%; 1730GA-44,19%; 1730GG-
42,67%; B KOHTpone: 1730A-34,36%; 17300 - 65,64%; 1730A A-10,50%;
1730GA - 47,71%; 173000 - 41,79%. YpoBeHb annensHoro pasHoobpasus
no paccmarpuBaemMomy nokycy coctaBnsier H0=0,48 B KOHTPO/SLHOM
Bbl6opke M H0=0,44 cpean 60MbHbLIX TMNEPNAAcCTUYECKUMKU NpoLeccamu
maTku. Cpefu 6ONbHbIX OXWAaemas reTepo3urotHocTe HE npesbilwaeT
Habntogaemyto reteposurotHocts HO (0,46 v 0,44 cOOTBETCTBEHHO), O YeM
CBUAETENbCTBYET M OTPULIATENIbHOE 3HaUeH e UHAeKca uKcauun Paiita (D=-
0.03). Mpu n3yyeHWn pacnpepeneHns 4acToT FeHOTUMOB MO U3yYaeMoMy
NOKYCY cpefy 60/bHbIX 1 B KOHTPOLHO rpynmne BbISIBNEHO, YTO 418 HUX
BbIMOJIHAETCS paBHOBecue Xapau-Baiinbepra (p>0,05). Mpu uccnefosaHnu
KOHLEHTpaLWii annenein n reHOTUNOB cpeu 60bHbLIX rMNepnaacTUYecKUMu
npoueccamu MaTku W B KOHTPOMbHOW rpynne [OCTOBEPHbIX pasnnuuii
BbISB/IEHO He 6bi10. BblBOAbl. MONEKYNAPHO-reHeTUUEeCKUA  MapKep
1730G>A ESR2 He accouumpoBaH ¢ (hOpMUPOBaHWEM TUNEPNAACTUYECKUX
NnpoL,eccoB MaTku y HaceneHus LieHTpasbHoro YepHosembsa Poccum.
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Introduction. Hyperplastic processes of the uterus (uterine cancer, genital
endometriosis, endometrial hyperplasia) is a leader in the structure of general
gynecological morbidity. They have a common pathogenesis and therefore
often occur together. According to the literature, hyperplastic processes of
the uterus is a hormone-dependent pathologies. Aim. Evaluation of gene
polymorphism of the estrogen receptor ofthe second type (1730G>A ESR?2)
in patients with hyperplasia of the uterus. Materials and methods. Study
group comprised 1883 individuals: 921 patient with uterine hyperplasia and
962 women in the control group. In a sample of patients and controls were
included women of Russian nationality, who are natives of Russia and the
Central Chernozem Non-relative to each other. Material for the study was
the venous blood in the amount of 6 ml, taken from the cubital vein of the
proband. Isolation of genomic DNA from peripheral blood by the method
of phenol-chloroform extraction. Polymorphism study was carried out
using the polymerase chain reaction using appropriate primers and probes
for thermocycler 1Q5. Genotyping was performed by allele discrimination.
Results. We obtained the following results. The frequencies of alleles and
genotypes were distributed in patients with hyperplasia of the uterus as
follows: 1730A- 35.23%; 17300 - 64.77%; 1730AA- 13.14%; 1730GA -
44.19%; 1730G G -42.67%,; in control: 1730A-34.36%; 1730G- 65.64%);
1730AA- 10.50%; 1730GA- 47.71%; 1730GG - 41.79%. The levelof
allelic diversity of the subject locus is H0=0.48 in the control sample, and
HO0=0.44 among patients with hyperplasia ofthe uterus. Among patients not
to exceed the expected heterozygosity observed heterozygotes HO (0.46 and
0.44, respectively), as evidenced by the negative value ofthe index Wright’s
fixation (D=-0.03). In the study of the distribution of genotype frequencies
of the studied locus among patients and the control group revealed that
they satisfy the Hardy-Weinberg equilibrium (p>0.05). In the study of
concentrations of alleles and genotypes among patients with hyperplasia of
the uterus and in the control group, no significant differences were found.
Conclusion. Molecular genetic marker 1730G>A ESR2 is not associated with
the formation of hyperplastic processes of the uterus in the population of the
Central Chernozem region of Russia.
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BBegeHve. B nocnegHue rofibl 0cobyto akTyanbHOCTb Npuo6pena npobnema
BPOX/AEHHbIX NOPOKOB pasBuTUA y AeTeil. Lienbto Hawero uccnefoBaHus
ABUNOCb M3Yy4eHWe O0COBGEHHOCTel COMaTU4YecKoro M penpoayKTUBHOIO
3[0pOBbS, TeYeHWUs OGEepPeMEeHHOCTM Yy MNaLWeHTOK, POAWBLUMX [feTeid ¢
nopokamu passutua LHC. MauneHTbl M MeToabl. Hamu 6bin npoBefeH
PeTPOCNEeKTMBHbIN aHanu3 195 ucTtopuit  GepemMeHHOCTell, pojoB u
MCTOPWIA PasBUTWUA HOBOPOXAEHHbIX Y MaLMeHTOK, POAMBLUMX feTeid C
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