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Glucose Intolerance in the Weight Losing Colorectal Cancer Patients

Ki Hwan Jung, M.D. and Cheong Yong Kim, M.D.

Department of Surgery, Chosun University Medical College, Kwangm, Kovea

Glucose intolerance iz a well known metabolic abnormality in the cachetic cancer pa-
tients but not always belong to any type of cancer. To define the state of glucose intoler-
ance relating to the insulin level in the colorectal cancer patients, we have studied a de-
fined group(l5 patients) of weight losing colorectal cancer patients. Compaired te control
subjects(9 patients), patients group showed a mild elevation of glucese and insulin level be-
fore and ?weeks after surgery, but it is not statistically significant. Also, the degree of
glucose intolerance is not correlated with the patient's clinical status.

The result were as follows:

17 Glucose clearance rate in colorectal cancer patients is lower than that in control

group(p=0.051

21 At 2 weeks after tumor excision, glucose intolerance state is not reversed.
1) (zlucoze and insulin level are not related with tumor location, size, differentiation, and

stage.

In conclusion, glucose intolerance is not a specific finding in colorectal cancer but it 1s
more serious in colorectal cancer patients than in the patients with benign disease who

lose the same ratio of body weight.
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Table 1. Summary of clinical status

Noo S Am R
ocation Sizelcm) Differentiation Stage

l F 50 12.3 Rectum G4 well C,
2 F 50 11.2 Rectum 43 moderate C,
3 M 34 13.0 Rectum 4=4 well s
4 F 56 10.4 Rectum G4 moderate C.
5 F 51 19.0 RHt. colon 3xd moderate .
5] F o8 10.2 Rectum 6=2 well B.
7 M a7 15.4 Kectum 44 moderate B.
B F 83 157 Eectum 5x3 non differented B:
9 F 42 21.9 Rt. colon 95x8 moderate C,
10 F 71 10.8 Rectum 457 moderate B,
11 M 70 12.0 Rectum 9x3 well Cs
12 M fil 114 Rectum 4% 3 well C,
13 M fi4 12.6 Rectum 67 moderate D
14 M 68 10.8 Rectum 4x7 well Cs
15 M 58 12.1 Rectum 3x2 well C
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Fig. 1. Time course response of plasma glucose
and insulin conc. to glucose loading in colo-
rectal ca. versus control before surgery.
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Fig. 2. Time course response of plasma glucose
and insulin conc. to glucose loading in colo-
rectal ca. versus control at 2 weeks after
SUrgery.
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