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Metabolic Syndrome
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Purpose: The occurrence of coronary artery disease is rising with the recent
changes in diet and the westernization of lifestyle. In 1998, the World
Health Organization (WHO) defined “metabolic syndrome” as a condition
in which all the risk factors of coronary artery disease exist in an elderly
individual. We investigated the relationship between metabolic syndrome
and voiding difficulty of women. AR - A
Materials and Methods: In 2004, we investigated 66 female out-patients
who visited the endocrinology department and health care center between
the months of March and October. We divided the patients into two
groups: one which corresponded to the metabolic syndrome criteria (n=42,
56.0+5.6 years old) and one which did not (n=24, 55.745.2 years old),
and we compared the voiding factors of these two groups. Faolx) o0 29l 12
Results: When comparing the components of metabolic syndrome in the RIEHQIR} : 2006 78 31Y
patient study group to that in the control study group, the metabolic
syndrome patients scored poorly for all the metabolic syndrome com-
ponents in comparison to the control group (p <0.05). On comparing the
voiding factors of metabolic syndrome patients to that of the control group,
the metabolic syndrome patient group scored substantially lower than the
control group for all voiding factors (p <0.05).
Conclusions: We proved that metabolic syndrome and voiding difficulty TAIX| K AlEA

of women were related based on the results of this study. Therefore, OlHSHHEH R B2 |2t
performing more active investigation for metabolic syndrome in the pa- MEA =7 S267} 70
tients who are admitted with voiding difficulty, earlier diagnosis of T®EL1:18;§2075136
metabolic syndrome would be possible. (Korean J Urol 2006;47:982-986) FAX: 02-3672-0953
E-mail: bonstone@
Key Words: Metabolic syndrome X, Urination disorders ewha.ac.kr
B M=ol s AR Sl o3 o3 WFE
M = TA A oF 97 ger B E, e, AR §
o] wlu &3] gl A A, o whe) ABU4 8E,
1E]E, B, o FAYES, B 5 AT AL § 84T, AN F FoE fEHE Y Mixdde
daglo] He deso] TRH Usde AL tASF e, 713, ARY ol ofA B3] AYHA e Aol
Tolgt Fosted), ded AN X5 FFANR 1) FHEE 68617%% ThstA BuE v gor hAt
g Jled Aol e 224 adEedET # wgAlAg 5T, 489 37t A FUhstE Aog etk
A #Bgel dAEFEY Zledgdes ot ded AU I1deddse uidild 24=S
20059 F-2uete] 3 SstzAlel ot AtsFEe] f F/AA SR el 9FE vA Wjadde dog)a!
BE] BAF 342%, AA BIRE AAIME F2 FHE dASFTY M T2 a2 JETAY TeE o
2 HolE JOR UBhgi, ol 4%% L ABEU] A 4 wngdld AT BAL Holv FA we: 4
T8, n@stz lE Frtste FAE BAh $7F B (25-87%), WixF o] AASE Fug Tk

982



ggo| ¥o}h?

=d7] el Yetde ii=sde 7Idegs A7
SH4, WEn 4, A4 84 5ol 8% 985 o= 2o
2 4eA AW, QAFFZAA Hole ughad 33
3, B, HITE 59 @RISR e gFAe Wil du
o] A& ALz Bt} oo AxEL 50t o] %9 A=
< WAeE ST Yetus =g s A
of A2 ddo] A=A LotiuA 3.

2004»4 39 FH 79704 WEHIW 3 B S Al E o
S AREA 66 S TS E A, o]ES AN
ol F3ste o 2% BHeA e uE2T
2 2Eslga 72+ 7o FFAPE 56.0+5.64 9
MZ frold aole §iAT (p=0.102). 7} #o] =
%AP;{]—,— (International Prostate Symptom Score; IPSS),
o, &9 A A4 (quality of life; QoL), H ) 255,
o =8 AE ulm}aau} ALS 3 bt
QAIEST AEQAE Hwd A7 grAES T
oAtz HlE) & qm & AHEeAT
A< BT} (p<0.05) (Table 1).

@752 2001 5€ ml=oll A R E A
32} EY &8 E 2 A 3 (National Cholesterol Education
Programme Adult Treatment Panel IIl; NCEP-ATP III)*¢] &
oo wpegt 1) 28 (=7] o] 130mmHg ©]% &&
o] ¢t7]&8qto] 85mmHg o], 2) 1EF (FH Al o]
110mg/dl ©]/d), 3) vl (318] =87} 80cm ©]’Fo]l At 4l

R =
N Eo rzi\loﬁr—ur*o
ARl ol ol o S oo lo ok
ﬁomﬁl‘i'\)

oo 2 X fo 2 QG
X

Table 1. Comparison of the factors of metabolic syndrome between
the metabolic syndrome group and the control group

Mean+SD*
MS' group Control group p-value
(n=90) (n=33)

Systolic BP' (mmHg)  143.6+105 115662  <0.001
Diastolic BPY (mmHg) 86.8+10.1 70.7+8.6  <0.001
Serum glucose (mg/dl) 122.7+12.9 92.6+9.0 <0.001
BMI® (kg/m?) 27.3+2.9 24.1¢1.6  <0.001
TG' (mg/dl) 1792158  106.7+14.8  <0.001
HDL' (mg/dI) 472448 537456  <0.001
*SD: standard deviation, " MS: metabolic syndrome, ¥ BP: blood

pressure, ‘BMI: body mass index, 'TG: triglyceride, "HDL: high

density lipoprotein
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Table 2. Voiding factors of the metabolic syndrome group and the
control group

Mean+SD*
MS' group Control group p-value
(n=42) (n=24)
1pss’ 14.5+4.1 7.1£25  <0.001
QoL' score 45+12 38+12  <0.001
Maximal flow rate (ml/sec) 10.6+4.3 25.6+8.7 <0.001
Residual urine (ml) 36.3+13.8 17.6£11.7 <0.001
Incontinence score 2.5£1.0 1.1£0.5 0.006

*SD: standard deviation, " MS: metabolic syndrome, * IPSS: Inter-
national Prostate Symptom Score, §QoL: quality of life
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Table 3. Voiding factors of the type II DM* group and the
non-type II DM* the group of metabolic syndrome patients

Table 4. Voiding factors of the patient group with type II DM*
for >35 years and the patient group with type II DM* for <5 years

Mean+SD" Mean+SD’
DM* group  Non-DMx  P~Value DM*>5  DM#<s Pvale
(n=29) group (n=13) years (n=16) years (n=13)
1pss’ 15.6+4.0 11.0+36  <0.001 1pss’ 16.0+3.4 15047  0.008
QoL§ score 47+1.2 4.2+0.9 0.009 QoL§ score 4.8+1.3 4.6%1.1 0.323
Maximal flow rate (ml/sec) 9.4%4.1 12.5+4.0 <0.001 Maximal flow rate (ml/sec) 8.6£3.6 10.2+4.5 0.002
Residual urine (ml) 37.9£13.8 31.9£13.0 <0.001 Residual urine (ml) 39.4£16.2 36.3£10.3  0.001
Incontinence score 2.5+1.1 2.7£1.0 0.326 Incontinence score 2.6+1.3 2.3£0.7 0.255

*DM: diabetes mellitus, " SD: standard deviation, ¥ IPSS: Inter-
national Prostate Symptom Score, §QoL: quality of life
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*DM: diabetes mellitus, " SD: standard deviation, ¥ IPSS: Interna-
tional Prostate Symptom Score, §QoL: quality of life
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