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Table 1. Clinical characteristics

Patients group

Control group

Characteristics pvalue
(n=7) (n=6)
Age (years) 50.2+12.2 45.7+9.5 NS
BMI (kg/m”) 25.6£2.3 23.8+3.0 NS
Parity 3.6£1.6 2.2+0.5 <0.001
Menopause status 5 5 NS
Diabetes mellitus 3 2 NS
Hypertension 4 4 NS
Previous pelvic surgery history 3 4 NS
Smoking 2 2 NS

Values are presented as mean=*standard deviation.

NS: Not significant

BMI: Body mass index
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(Fig. 1). T3] a-tubulin o] ™3k H|(ratio)Z AAre FERA 1 9

G !

oZi

EE AT 1.3+ 0.22 22X, =79 1.6 £ 0.25

of wa] FoslA F2S Ho] FHp=0.041) (Fig. 3).

3. E2H4 1119 23

blotting & Al&ste] ZFepAl 111 o S w43 A3 skapxolA

x| ¥s] S71d A7ALS B (Fig. 2). T 7kl a-tubulin ©l

gk Bl (ratio)® AMEe Zebdl 111 9 Add 4d A=e ghataolA

1.69£0.22 2 Wlx79] 1.65%£0.34 o v Eko; 1 2po]= 2l 8HA
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AT (p=0.771)(Fig.4). Native gel & ©]&3} western blotting 2%

AMe AT ZEhAl 11T 9o ¥d Ak

N

P dizael vl FTA

(polymer)= Z+A3}al ©HA (monomer) = 715 E A2AL HYT (Fig. 5).
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Patients Controls

P1 P2 P3 P4 P5 P6P7 C1l C2 C3 C4 C5 C6

. ' Collagenl (130kDa)

a—-tubulin

to a-tubulin

Normalized ratio of collagen |

P-1 P-2 P-3 P-4 P-5 P-6 P-7 C-1 C-2 C-3 C-4 C-5 C-6

Figure 1. Expression of collagen I. (A) Western blotting was performed
with anti-collagen I polyclonal antibody. (B) Relative expression levels
of collagen I was calculated by the ratio of the density of collagen I to

the density of a—tubulin.
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Patients Controls

25
o)
& 2
8 c
'8 é 1.5
® 7
— g 1
E R
T
£ 0.5
5
z

P-1 P-2 P-3 P-4 P-5 P-6 P-7 C-1 C-2 C-3 C-4 C5 C-6

Figure 2. Expression of collagen III. (A) Western blotting was performed
with anti—collagen I polyclonal antibody. (B) Relative expression
levels of collagen III was calculated by the ratio of the density of

collagen Il to the density of a—tubulin.
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= 1.6£0.25
00 P 0.041

1.80

1.3+0.22

1.60—

1.40

1.20-

1.00

patients controls

Figure 3. Statistical comparison of collagen I expression between
patients group and control group. Statistical analysis was done by SPSS

version 13.0. Values are presented as mean*SD.
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| p=0.771
2.20
1.69£0.22
— - I 1.65+0.34
2.00
1 80_ ]
|
160 | 1
1.40 |
120 |
1.00" |
| |
patients controls

Figure 4. Statistical comparison of collagen III expression between
patients group and control group. Statistical analysis was done by SPSS

version 13.0. Values are presented as mean®SD.
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Patients Controls

P-1 P2 P-3 P-4 P5 P-6 P-7 C-1C-2 C-3 C-4 C-5C-6

polymerization

Cleavaged
form
monomer
(gel 1)
<— monomer
(gel 2)

Figure 5. Expression of collagen IIIl. Western blotting was performed
with anti—collagen III polyclonal antibody by native gel.
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Abstract

Expression of collagen I and collagen III in the uterosacral

ligaments in women with pelvic organ prolapse.

Joung Sub Youn

Department of Medicine

The Graduate School, Yonsei University

(Directed by Professor Sei Kwang Kim)

Objective: It 1s postulated that abnormalities of connective tissue

structure may predispose women to prolapse. However, the precise

mechanism of pelvic organ prolapse(POP) is poorly understood. The aim

of this study was to evaluate whether differences in the expressions

of collagen I and collagen III in the uterosacral ligaments occur

_36_



with female pelvic organ prolapse.

Materials and methods: A total of 13 women participated in the study.

They were divided into two groups(7 POP and 6 non-POP) that were

comparable with respect to age, body mass index and menopause status.

All patients underwent total hysterectomy and biopsies from the

uterosacral ligaments were obtained. The expressions of collagen I

and IIT in both groups were analysed using western blotting.

Results: We found that women with POP had a significantly lower

collagen 1 expression than women without POP(p=0.041) In contrast,

the collagen III expression was higher in the prolapse group compared

to no prolapse group, but this was not statistically significant

(p=0.771).

Conclusion: These results suggest that women with POP 1s associated

with a decrease in expression of collagen 1 in the uterosacral

ligament. This might result in a significant decrease the mechanical
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strength and increased susceptibility to pelvic organ prolapse.

Key Words: pelvic organ prolapse, uterosacral ligaments, collagen I,

collagen III,
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