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Objective: According to previous studies, Monocyte CD14 promoter gene polymorphisms were related to excessive

inflammatory reaction mediated by monocyte. So we attempted too evaluate whether polymorphisms of the Monocyte

CD 14 receptor promoter gene are associated with the development of PROM

Methods: We genotyped the CD14-260C/T polymorphism using PCR in 23 members of PROM group (group 1),
32 members of labor group without PROM (group 2) and 49 members of control group who admitted our hospital for

cesarean surgery (group 3).

Results: Frequencies of the C and T alleles were determined to be 39.1% and 60.9% respectively in group 1, 34.4%
and 65.6% in group 2, 34.7% and 65.3% in group 3. There were no statistical significances (p=0.8474). With regard
to genotype, TT homozygote, CC homozygote and TC heterozygote were determined to be 21.7%, 0%, 78.3%
respectively in group 1, 37.5%, 6.3%, 56.2% in group 2, 34.7%, 4.1% and 61.2% in group 3. There were no statistical

significances between groups (p=0.4969)

Conclusion: There were no statistical significances between CD14 gene promoter polymorphisms and PROM.

Relatively, small sample size and other many etiologic factors besides inflammation which can evoke PROM may

influence our results.
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7F A==l Callede}] f-ofl= Az Zep 170
bpsk 159 bp 5 717} A& ek

- 11 -



CHELEROR[SHRIA] M1 1=

s

2} 270e] Aol7t Qx| Sobuis] 9ol x’ o}
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1.233], 1.823], 2.083] %01, AlAjote] Bt Al 7t
7} 3328 g, 3286 g, 3507 gO. & Z}ZFo] Wi m= =)
Aoz {ofgt zfol= GIUT} (Table 1.

o] 7| ofu} w=TLo| A= ZHzF 0%, 78.3%, 21.7%O.2
Uehdom AEFo|| M 63%, 56.2%, 37.5%, t)Z7-
M 4.1%, 61.2%, 34.7%=2 VERGT) o] EA oz
Folgt Afoli= Ho|A] eIgkth ¢=0.4969) (Table 3).

Table 2. CD14 promoter - 260C/T allele frequencies

Group 1 Group 2 Group 3

(n=23) (n=32) (n=49) p value

0.8474*
C 18 (39.1%) 22 (34.4%) 34 (34.7%)
T 28 (69.9%) 42 (65.6%) 64 (65.3%)

Data was analyzed by 2 test(*)

Table 3. CD14 promoter - 260C/T genotype frequencies

Group 1 Group 2 Group 3 |
7} Z7kol| D14 584 {32 S31AF T2 alleled (n=23) (n=32) (eag) PV
Hlagle o 7] G s LollMs CoF Talldol 24 oo g o%)  2(63% 2 (41%  0.4969°
7} 39.1%, 69.9%, A E| A= 34.4%, 65.6%, T2t
2t 39.1%, 69.9%, Aol M= 344%, 65.6%, Tzt CT 18 (783%) 40 (562%) 30 (61.2%)
A= 34.7%, 65.3%% Kol FAHORE FOlgt Zpol= ¢l
T 5 (21.7%) 7 (37.5%) 17 (34.7%)
Itk (p=0.8474) (Table 2).
2y 3kl D14 =8A AR FEIAL -2600T -9 Data was analyzed by 3 test(*)
o §AAGE s WY 1) O CT, TT $743
Table 1. Demographic characteristics
Group 1 Group 2 Group 3
(n=23) (n=32) (n=49) P value
Age (years) 28.32+4.98 31.28+2.12 30.08+3.02 0.64*
Gestational age (weeks) 30.23+1.19 39.69+2.34 38.84+1.31 0.50*
Parity 1.23%1.20 1.82+0.48 2.08+0.72 0.89*
Body weight (grams) 3328+350 3286+670 3507+850 0.42*

Data was expressed as meanzstandard deviation.
Data was analyzed by 3 test(*)

Group 1: et mpeot

Group 2: Zl&T

Group 3 Maka
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