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Genotype distribution of factor V Leiden and prothrombin
G20210A mutations in Korean women with hypertensive diseases
in pregnancy
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Objectives: To evaluate genotype distribution of prothrombin gene G20210A mutation and factor V Leiden mutation
in Korean women with hypertensive diseases in pregnancy.

Methods: One hundred and seventy-five pregnant women with hypertensive diseases in pregnancies were included in this
study during the period of October 1998 and July 2001. Review of the medical records was done retrospectively. Venous
blood was collected and DNA was extracted. Genotyping for factor V Leiden mutation and prothrombin gene G20210A
mutation was done by polymerase chain reaction-restriction fragment length polymorphism (PCR-RFLP) methods.

Results: All subjects were homozygous for wild type allele. Factor V Leiden mutation and prothrombin gene
G20210A mutation were not found in any of the study population.

Conclusions: Factor V Leiden mutation and prothrombin gene G20210A mutation are unlikely to be associated with
the hypertensive diseases in Korean women.
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1998 10907 20010 797k 94l % e
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A F nEG AR WAL The 2L 7|7 Hg3)
QA1 QL (gestational hypertension): YAl 20
T o5 A& AT 57| @Y 140 mmHg/0]H7]
G 90 mmHg o)/ Holw Thilke7} FHFEA] o=
AL 2) A7FHAZ (preeclampsia): 1)9] 7]&0] ©lsle]
WS Hol= 92 Wil 24417 2Th 300 mg
o|Ako &2 A olsl9itt 3) WA &L (chronic hypertension):
FA A =2 Al 205 o] Hof| kel +57] Fet 140
mmHg/0|¢}7] E9F 90 mmHg o]AFe] 1&g o= Al
JOFM| 3EZ9F (gestational trophoblastic disease)o]] 2]5}X]
e A ST 4) Wy N B S
(superimposed preeclampsia on chronic hypertension): 3)2] 73
S-= 4l 205 o] Fof] A 2441 8 300 mg o]
o TS Fule 492 Helstach Abue] o]y
=0 Esjol ool At el wWel, v
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ohguE ] 95t

o] EDTAZ} SR FHo AFet
= wolote] DNAS A3 sh7] A
ZHA] 700 HAstink Ad Al AAIE 2ol =
Q1 & Qiagen QIAamp DNA Blood Mini Kit (Qiagen Inc.,
Valencia, CA, USA)2 A}8-3}o] A ZAZF2] protocolo]| w}he}
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3. THES AHNES

Factor V Leiden mutation (G1691A)2 ZA}5}7] $]5}H0]
A3 C ol (activated protein C)0] Z7|R]+= F o
SfFohe 147 bpo] A7IAGef His 7] Exd =
Ao FPaLdAeS Stk 2zt 4
of AHgE Aztole] A7IASE Table 17} Q) FRHE
2NN HES-0] AHES AISka A M/ 1 (New England Biolabs,
Beverly, MA, USA)©.2 Athsle] tjolxir} 1691G
79122 bp, 22 bp] AL, 160142 -2 85 bp, 37 bp,
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G20210A #olol] Tgt Aol M= vt Anke Lheh

Table 1. Primer sequences for each single nucleotide polymorphism

Primer sequences

Factor V Leiden G1691A Forward 5 —CATGAGAGACATCGCCTCTG—-3’
Reverse 5 —GACCTAACATGTTCTAGCCAGAAG—3’

Prothrombin G20210A Forward 5 —ATAGCACTGGGAGCATTGAA*GC -3’
Reverse 5 —GCACAGACGGCTGTTCTCTT—3’

Table 2. Characteristics of the study subjects

Gestational , Chronic Superimposed

hypertension Preeclampsia hypertension preeclampsia P
n 44 108 10 13
Age (yr) 30.1+4.1 31.2+41 33.1£5.0 37.1£5.4 <0.01
Nullipara (%) 27 (61.4) 73 (68.2) 8 (80.0) 4 (30.8) NS
GAD 38.3£5.2 36.3+3.6 39.0%1.7 34.3£3.3 <0.01
SBP (mmHg) 14014 1556=18 14611 16424 <0.01
Severity (%) 4 (9.1) 82 (76.6) 2 (20.0) 11 (84.6) <0.01
Birth weight (gm) 3,085+650 2,446+982 3,173£619 2,252+1,136 <0.01

GAD: gestational age at delivery, SBP: systolic blood pressure, NS: not significant.
Comparison was made with ANOVA for age, SBP, birth weight and with chi—square test for nullipara, severity.
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Fig. 1. PCR—RFLP analysis for Factor V Leiden
G1691A polymorphism

Examples of a pattern of the 147 bp products
digested with Mn/ 1. G1691 allele showed restriction
fragments of 122 and 25 bps. There was no A1691
allele that will show 85, 37 and 25 bps restriction
fragments. M represents a 100 bp ladder size marker.

M 1 2 3 4 M

500 bp
406 bp

100 bp

Fig. 2. PCR—RFLP analysis for prothrombin G20210A
polymorphism

Examples of a pattern of the 506 bp products digested
with Hind lll. G20210 allele showed restriction fragments
of 406 and 100 bps. There was no A1691 allele that
will show 383, 100 and 23 bps restriction fragments. M
represents a 100 bp ladder size marker.
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