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A Study on the Glucose and Immunoreactive Insulin Response during Oral Glucose
Tolerance Test in Patients with Chronic Liver Diseases

Kang Won Choe, M.D.,, Hong Kyu Lee, M.D., Chang Soon Koh M.D,
and Munho Lee, M.D.

Depariment of Internal Medicine, College of Medicine, Seoul National University

Seoul Korea

The blood glucose and plasma immunoreactive insulin(IRL) levels were measured during oral
glucose tolerance test in 7 healthy subjects and 6 patients wii:h chronic liver diseases.

The glucose tolerance was impaired in 5 of the 6 patients and normal in L

Plasma IRI responses were markedly increased and delayed in all patients, suggesting endogenous
insulin resistance.

Patients with more glucose intolerance showed less increase in plasma IRI than the group with
less intolerance.

It is suggested that some insulin antagonists may decrease the peripheral insulin sensitivity and
stimulate compensatory hyperactivity of pancreatic islets.

If the compensatory hyperactivity is inadequate due to genetic predisposition to diabetes mellitus or

exhaustion of ‘8-cells of pancreatic islsts, the glucose intolerance and overt diabetes mellitus may ensue.
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Table 1. Clinical characteristics of 2 groups

range (mean)

Group No. I Sex ‘ Age I Body wt.
M2
Normal
control 7 18~38(30) | 44~58(52)kg
Chjios:l:selé 6 |[M6 I 17~49(38) l41~57(50)kg
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Table 2. Bleod glucose and plasma IRI response during oral glucese tolerance test (OGIT) in patients

with chronic liver diceases

Ptient 1 Blood glucose (mg/dD | Plasma IRI(#U/ml)
No. Name |Age|{Sex! Dx. 120 150
l F 30 6 9 .2 | F 3 60 9 [
1 C.H. 3B | M L.C. ] 113 132 165 165 134 54 70 100 169 165
2 SSK.w. |4 |M L.C. 97 160 183 130 93 42 174 18 192 164
3 O.H.K. {49 | M! C.A.H. E 81 161 232 216 123 63 127 188 204 172
4 P.J.H. |18 M| L.C ’ 73 143 182 135 S0 S0 178 202 152 146
5 LKJ. |43 M L.C. 83 117 130 144 114 50 104 136 16 144
6 K.C.K. |49 M L.C. !‘ 113 137 152 158 145 46 167 150 84 51
Dx.: Diagnosis
L.C.: Liver Cirrhosis
C.A.H.: Chronic active Hepatitis
Table 3. Blood glucose response during OGTT (mg/100 ml) (Mean+S.D.)
| Fastng | 30 min. | 60 min. 90 min. | 120 min
Normal control 79.0+ 7.9 i 108.0+22.0 {* 113.7+19.1 97.7x 7.5 90.7414.5
Chronic liver ds. | 93.3+17.0 | 135.0430.8 | 174.0%34.6 | 162.6+32.7 | 116.522.0
Glucose{mg/10O0ml) .
200¢ (MeanS. E.M) = mif el Bl FiEdt BME EXY
3050 st B ZFl6A 605 THE 90502 BIE
e el ggod, oleldt 7L KN HRR BEA
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dlA WiE, EXK, fE BiKE 2 i BESS 46
0 L i 1 1 o ° nEo =) =) )
o 0 60 S0 120min. ii‘é'l k?:%ﬂ*] BaL, BEE fF ¢54 EY BT 2
Fic 1. GI during OGTT bilirubin {§2] @infERS L@V, REEA B
18 1. 1uCcos€ response duri. . - .
po ne PGS BEshs) WSl
Table 4. Plasma IRI response during OGTT(xU/ml) (Mean+S.D.)
! Fasting ! 30 min. r 60 min. ’ 90 min. 120 min,
Normal control 17.3%3.2 72.6+ 7.9 52.9+ 7.8 44.5+ 7.0 20.4+ 4.9
Chronic liver ds. 57.5%5.5 136.7+44.1 160.1+40.8 166.2+44.6 140.2+40.3
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Fig 2. IRI response during OGTT. Fig. 3. IRI responce in patients grouped according to

OGTT.
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Table 5. Plasma IRI response in patients grouped according to OGTT (Mean+S.D.)

No. of 1 IRI(¢U/mb)
Pt | Facting 0mn. | 60mip. | 90 min. | 120 min
| Normal | I 500 | 1042 } 316.5 1.1 144.7
i |
OGTT | Impaired | | 65.0£10.9 | 150.74:22.9 | 191.7: 6.5| 182.7::22.2 | 160.7+10.9
. Diabetic l 2 | 50.0&6.0 | 118.2248.5 | 125.0442.5| 126.5442.5 | 102.812.2

Table 6. Clinical data in patients grouped according to OGTT

i No. ! Jaundice Ascites s Varix l :}{f:zi?ife lEncephalopathy
| Normal | 1 | 0 1 o | o 0
OGTT Impaired 3 3 2 1 1 0
Diabetic 2 2 2 2 l 1 l 1
Total |6 5 | 5 | 3 3 ] 1
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Table 7. Lakoratory data in patients grouped according to OGTT (Mean+S.D.)

29 #Ehel| BT HE— 35

e 1 s Diag
Alb. /Glob. Bilirubin/dir. ‘
iNO. (Gm/100 ml) (mg/100 mD) T.T.T. Alk.ph. SGOT/SGPT L CoAT
| Normal | 1 2.4/4.3 1.1/0.4 9.0 7.9 156/81 1
OGTT{ Impaired | 3 | 2.741.0/4.02-0.9] 3.6+1.1/1.5+0.3 13.4+5.7| 7.4H1.7 | 2134-64/151+84] 2 1
[ Diabetic 2| 1.840.1/5.5+0.5/ 2.8+0.4/1.1+0.3| 15.0+3.7| 6.7+0.2 | 68%16/ 35+12| 2
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