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Insulin resistance of patients with chronic hepatitis induced diabetes mellitus

and its clinical significance
LI Bingyu
(Department of Endocrinology ,the Second People’s Hospital of Foshan)
[ Abstract)Objective ; To investigate islet B cell function and insulin resistance (IR) in the patients with hepatogenous diabetes (HD).
Methods : Oral glucose tolerance test and insulin releasing test were carried out on 37 patients with hepatogenous diabetes(HD) and
58 patients with type 2 diabetes(T2DM). Plasma glucose and insulin levels at 0,30,120, 180 min were measured. Homeostasis mod—
el assessment islet beta cell function(HOMA—-B),early phase indexes of insulin secretion (EISI) and late phase indexes of insulin
secretion (LISI) were used to evaluate islet beta cell function. Homeostasis model assessment—insulin resistance (HOMA-IR) and
hepatic insulin resistance index(HIR) were used to assess IR. Results : Fasting plasma glucose level in HD group was lower than that
in T2DM group,but 2-hour postprandial plasma glucose,insulin level at each time point, HOMA-IR ,HIR ,HOMA-f and LISI in HD
group were significantly higher than those in T2DM group (P<0.05). There was no significant difference in age,sex,disease course and
glycosylated hemoglobin Alc and EISI between HD and T2DM groups (P>0.05). Conclusions ; Patients with HD may present high
postprandial plasma glucose, early phase insulin secretion damage and hyperinsulinemia with IR.
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0.05) ;HD i BMI it T T2DM 41, H2e A Gtk L (P<
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Tab. 1 Comparison on basic information between two groups
bl % (n) i HbAle (%) BMI BRI C +) JRWIHC =)
HDZ{ 37 5.81+£294 10.37 £2.76 22.16 £3.13 9(24.3% ) 28(75.7% )
T2DMZH 58 6.16+2.87 9.82+1.74 24.54 +2.50 40 (68.9% ) 18(31.0%)
t{H -0.565 -3.896 x> 1E 18.025
P1E 0.574 0.000 P1E 0.000
® 2 2HEBEMBE.MBRBRKELE
Tab.2 Comparison on plasma glucose and insulin between two groups
Py = 2% =
13 (1253 QS 111 A 9 = R i 2h PG 4&J5 3 h B FINS Hf;;;; Hfi}z“jkhjﬁ Héj%zjkhjﬁ
(n)  (mmol/L) ¥ ( mmol/L) ('mmol/L) ('mmol/L) (mU/L)
(mU/L) (mU/L) (mU/L)
HDZH 37 776+196 13.95+2.85 2098 +6.23 16.55+5.74  9.96 +3.92 15.50 £ 7.26 27.88 £ 14.15 21.06 + 10.93
T2DM 20 58 8.88+3.18 13.98+327 18.62+4.77 1638 £5.66  6.38 +3.06 12.13 £6.57 16.96 + 10.40 15.10 £ 10.32
¢ H -2.118 -0.059 2.087 0.148 4.720 2.341 4.325 2.690
PH 0.037 0.953 0.040 0.883 0.000 0.021 0.000 0.080
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Tab.3 Comparison on islet beta cell function and insulin resistance index between two groups
5 0.5h [
2051 BIEL(n) HOMA-IR HIR HOMA- B EISI LISI A
FIKFIFINS
HD4H 37 3.26+1.32 33.88 +13.42 57.59 £ 39.67 1.02£0.85 1.36 £0.71 3.12+1.98
T2DM 4 58 249 £ 1.52 26.25 + 14.24 33.57 £29.90 1.28 £ 1.18 0.76 £ 0.54 295+ 1.78
i 2.510 2.603 3.358 —-1.133 4.376 0.438
P1E 0.014 0.011 0.001 0.260 0.000 0.663
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17T L F P4 v AR P SR80 5 26 v 430 5 — T
KL 50% i 5 B At S L AE AN BEE, ALt
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Effects of telephone guidance by specialist on the compliance of patients with

stable coronary heart disease
YU Xiugiong, TONG Lin,LI Jin,JIANG Hui,DAI Mei,CAI Lin
(Department of Cardiology ,the Second Affiliated College of Chengdu of Chongging Medical University ,the
Research Institute of Cardiovascular Diseases of Chengdu ,the Third Hospital of Chengdu People’s Hospital)
[ Abstract]Objective : To observe whether telephone guidance by specialists can improve the efficacy of the treatment for stable

coronary heart disease or can reduce incidence of major cardiovascular events. Methods : Totally 200 patients with stable coronary
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