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Abstract . Clinical features of 21 patients with neurogenic bladder dysfunction which
meeting the criteria of “detrusor hyperactivity with impaired contractile function (DHIC)”
as reported by Resnick NM in 1987, were reviewed in terms of clinical symptoms, urogra-
phic findings, urodynamic findings, and treatment. Chief complaints of urination problems
were of irritation in 14 patients (irritative group) and of obstruction in 7 patients (obstruc-
tive group). Incidence of bladder deformity as a risk factor of upper urinary tract
deterioration was 71.4 % in the obstructive group and 21.4 % in the irritative group.
Urodynamic examination revealed no remarkable difference between the two groups
regarding urine storage dysfunction, whereas the rate of residual urine as an indicator of
deteriorated voiding function was significantly higher in the obstructive group (83.9 %)
than in the irritative group (70.2 %, P<0.05). Pharmacotherapy with various agents
affecting lower urinary tract function was conducted in most of the patients. Two patients
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underwent transurethral resection of the bladder neck and prostate for maximal reduction
of urethral resistance. Urological treatment achieved mitigation of the chief complaints in
all the patients in the obstructive group in contrast to 64.3 % of the irritative group. There
is no clear difference in the objective findings, including urodynamics and urographics,
between the obstructive and irritative groups, with the result that the treatment strategy
against subjective symptoms is very difficult to plan.

(z3BEEE. J. Nara Med. Ass. 51, 419~425, 2000)
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Fig. 1. A . Bladder volume at onset of involuntary detrusor contraction in the obstructive
group (122.4+37.1ml) and in the irritative group (139.7+58.2ml).
B ! Intravesical pressure at onset of involuntary detrusor contraction in the obstruc-
tive group (563.0%30.9cmH,0) and in the irritative group (67.9+30.2cmH,0).
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Fig. 2. A Volume of residual urine in the obstructive group (135.0+55.0ml) and in the
irritative group (108.0+47.7ml).
B : Rate of residual urine in the obstructive group (83.9+18.3%) and in the irritative

group (70.2+13.6%).
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Table 1. Pharmacotherapy for patients of the
obstructive and irritative groups

Chief Complaint Total No. Antif. Cholinergics a1-blocker
Cases cholinergics
Obstructive 7 1(14.3)* 3(42.9)  3(42.9)
Irritative 14 9(64.3) 1(7.1) 12(85.7)
* . Number of patients (%)
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Fig. 3. A : Bladder volume at onset of involuntary detrusor contraction in the patients
without bladder deformity (127.0%37.4ml) and in those with bladder deformity

(145.3 £42.5mD).

B : Intravesical pressure at onset of involuntary detrusor contraction in the patients
without bladder deformity (73.9+31.0cmH,0) and in those with bladder deform-

ity (45.1£20.7cmH,0).
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Abstract:  Although diabetes mellitus is one of the established risk factors for coronary
artery disease (CAD), the role of insulin resistance in the development of CAD has not been
studied adequately. The purpose of this study was to evaluate the relationship between
insulin resistance and the individual types of CAD.

One hundred and twenty-seven patients with chest pain and 10 control patients without
evidence of CAD were enrolled in this study. All patients with chest pain received cardiac
catheterization, and were diagnosed as having cardiological syndrome X (n=17), vasospas-
tic angina pectoris (n=37), or CAD with coronary artery stenosis (n=73). The insulin
sensitivity was assessed by the euglycemic hyperinsulinemic clamp (EHC) method, as well
as oral glucose tolerance test (OGTT). M-value, the mean glucose infusion rate during
EHC study, was used as an index of insulin resistance. M-values of patients with either
vasospastic angina pectoris or CAD with coronary artery stenosis were significantly lower
than those of control patients, while no difference was noted between patients with car-
diological syndrome X and control patients. Insulin areas of OGTT of CAD patients with
coronary artery stenosis were significantly higher than those of control patients and
patients with vasospastic angina. The ratio of insulin area to glucose area in CAD patients
with coronary artery stenosis was significantly lower than in control patients and patients
with vasospastic angina, while no difference was noted between patients with cardiological
syndrome X and control patients.

These findings suggest that insulin resistance plays an important role in the development
of both coronary arteriosclerosis and coronary vasospasm, but not of cardiological syn-
drome X. (FEEEE J. Nara Med. Ass. 51, 426~435, 2000)

Key words: cardiological syndrome X, vasospastic angina, ischemic heart disease, insulin
resistance, euglycemic hyperinsulinemic clamp method



