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YIMBIH runepxoJiecTeposieMu 0aux MaraajiajaTan
MOHI0JI XyMYYCT LDLR reHuiH MyTalMUT
WIPYYJICOH Hb
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Yumacma: Xanasapt Oyc apxar esunnid 2013 onx xuitrncsH yHaacanit STEPS cynmanraaraap Hacanm xypcaH MoHTon
XYH aMbIH 61.9%-1 runepxosecreponeMu HI3pcoH Oarican. MaHaii OpoH[] THIIEPXOJIECTEPOIEMUIH yaaM 3YHH YUIIIIID
XUHUTICOH cyfanraa 0axryd Tyn OW SHIXYY COOBHHT COHTOH aBCaH.

3opuaro: YoMeH runepxonectepoieMu Oaiix maramnanrtait Morron xymyyer LDLR reHnitH MyTanmuiT TOTZOPXOMIOX
Cynaiaraanpl X3p3IBIIdXYYH 0Oa apra 3yi: Hbor armuHruiiH 3arBapaap XWUWIACOH TyC CydajraaHzl YAMBIH
runepxonecrepoaeMuTdi  20-64 HacHbl 89 XyHMHr xampyyncaH. JlaHuMH wmanryypaap y3yYyJdaTIdp YAMBIH
THIIEPXOJICCTEPOIIEMHINT HIIPYYIICOH. DHA MANTYypaap YHIITISHUNA HUUT OHOO 3-5 OaifBasl yIMBIH THIICPXOJIECTEPOIEMHU
Oaibx Ooox Maraianrtai, 6-8 oHoo OaiiBan MaraajanTail T»K TOOICOH. TaBaH 5 MJI BEeHHHH IyC aB4 TeHETUKUIH
IIMHKIIT? XUHX193 5X19971 wycHaac JIHX maBapmryysok suirax aBcas. Jlapaa Hb moMMMepasblH THHKUH ypBall TaBbX,
CEKBEHIMIH arnmaparas opyyiaal JJHX-H HyKI€OTHABIH 13C Japaajaibl TOTTOOCOH.

Yp ayn: Cynanraann xamparacan HUHT 89 xyHnit 36 % Hb oMarTail, 64% Hb 3parTHi, AyHAaX Hac 46.5 7.8 xwui Oaiis.
YnMeIH TUTIEpXONIeCTepoeMn Oalix Maraananrtail xymyycuitt 3.4%-1 LDLR reHuifH MyTaIy TOZOpXOMIOrIcoH OaifHa.
Mamnaii cynanraaraap 6-p sk3oug S265R, 8-p axzoun C308Y, 10-p sx3oua V502M racan LDLR renuiin HUAT 3 Topauitn
MYTaIMHT WIPYYJICOH.

Jyrmaar: DHdXYy cynanraa Hb Morron xysa LDLR reHuitH MyTanuiir WIpyyJICOH aHXHEI cyAainraa 6aiB. 3ypX CyIacHBI
aTepOCKJIEPO3 OBUMH/J 3allyy HACAHJIaa ©pTeX OHAep APCANITIM XyMyycuir wiapyyiasxsa LDLR renuiiH myTanuir
TOIOPXOMIIOX MIMHKMIITID dyXall a4 X0JI00TA0NTOH Ik Onx AyrHIK OaiiHa.

Tyaxyyp yre: LDLR ren, nunua, yaAMbIH THIIEPXOJIECTEPOIEMU
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Introduction: The third national STEPS survey in 2013 of non-communicable diseases reported that the prevalence of
hypercholesterolemia among Mongolian adult population was 61.9%. We chose to study familial hypercholesterolemia
because there is no research data about familial hypercholesterolemia in Mongolia.

Purpose: The aim of this study was to assess LDLR (low density lipoprotein receptor) gene mutation in patients with
familial hypercholesterolemia.

Materials and methods: This cross-sectional study included 89 subjects aged between 20 -64, suspected with a clinical
diagnosis of familial hypercholesterolemia. Clinical diagnosis of familial hypercholesterolemia was based on Dutch Lipid
Clinic Network diagnostic criteria. Possible and probable familial hypercholesterolemia were defined as a total score was
3-5 and 6-8 points. Five ml of venous blood samples were collected from all the subjects and used for biochemical and
genetic analysis. DNA was isolated from peripheral blood samples and precise primers were designed for LDLR gene
which includes 18 exons. PCR was followed by DNA sequence analysis.

Results: A total of 89 subjects included in the study. There were 32(36%) men and 57 (64%) women. The mean age of the
participants was 46.5 7.8 years. Mutations in LDLR gene were detected in 3.4% of participants with clinical diagnosis of
familial hypercholesterolemia. We found the following 3 LDLR mutations: S265R mutation in Exon-6, C308Y mutation
Exon-8 and V502M mutation in Exon-10.

Conclusion: This was the first study to identify genetic mutations in LDLR gene in Mongolia. We conclude that screening
of family hypercholesterolemia among the Mongolian population is very important to identify individuals who are prone
to develop the atherosclerotic cardiovascular disease.
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