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Table 1. Characteristics of Patients of Two

Groups
Normal renal function CRF
No 10 10
Age 51.1£152 547+91
Bwt 51.7t81 473+99"
Duration of DM(yr) 105*85 216+192
Insulin/OHA 2/7 10/0
Neurological deficit 8(80%) 0(0%)
"p>0.05
@ normal renal function OCRF
mg/dL
1100
1000 | .
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800 r
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300
200 1
100
0 —
«p>0.05

Fig. 1. Blood glucose level of severe hyperglyce-
mic patients with normal renal finction and
CRF.
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Fig. 2. Serum Na and corrected serum Na levels
of severe hyperglycemic patients with nor-
mal renal function and CRF.
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Fig. 3. Calculated osmolality and effective osmo-
lality of severe hyperglycemic patients with
normal renal function and CRF.
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ig. 4. The amount of fluid required for the treat-
ment during 24hrs in severe hyperglycemic
patients with normal renal function and
CRF.
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378mEq/L(p<0.05)Z 21| glE Aol& B F3
}(Fig. 6).
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Fig. 5. The amount of insulin required for treat-
ment during 24hrs in severe hyperglycemic
patients with normal renal function and
CRF.
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Fig. 6. The amount of K" required for treatment
during 24hrs in severe hyperglycemic pa-
tients with normal renal function and CRF.
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= Abstract =

Study for the Lack of Mental Changes
to Severe Hyperglycemia in Diabetic
Patients with Renal Failure

Hyung-Jung Wi, M.D., Chang-Bum Lee, M.D.
Sung-Kwang Park, M.D."
Sung-Kyew Kang, M.D.’, Chun-Gyu Lim, M.D."
Kyung-Taek Yun, M.D., Eun-Joo Park, M.D.
Sang-Woong Han, M.D., You-Hern Ahn, M.D.
and Ho-Jung Kim, M.D.

Departments of Internal Medicine,
Hanyang University Kuri Hospital,
Chonbuk National University”,
Kyunghee University T, Korea

In diabetic patients who were being treated with
hemodialysis, coma and other neurological deficits did
not occur in spite of extremely elevated serum glu-
cose levels. In this report, we compared diabetic pa-
tients with renal failure in severe hyperglycemia with
nonketotic hyperosmolar coma patients with normal
renal function to know what affect mental changes.
Mental changes were not present in diabetic patients
with renal failure. These patients with renal failure
showed more severe hyperglycemia, but corrected
serum sodium concentration and calculated effective
serum osmolality were low. So it is suggested that
corrected serum sodium concentration and effective

serum osmolality are more important factor affecting
mental changes than high blood glucose levels in di-
abetic patients with renal failure, due to absence of
osmotic diuresis.

Key Words : Hyperglycemia, Mental changes, Re-
nal failure, Osmotic diuresis
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