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Abstract: [ Objective] To investigate the curative effect of Chinese medicine fasting therapy in overweight/obese type
2 diabetes patients.[Methods] In this study, overweight/obese patients with type 2 diabetes were treated with Chinese medi-
cine fasting therapy for 1 week. The clinical efficacy of all patients was evaluated and followed up for 6 months. Glycosylated
hemoglobin, fasting plasma glucose, fasting insulin, HOMA-IR, weight, BMI and other indicators were tested at the end of
the fasting, 3 months and 6 months after the fasting. [ Results] Glycosylated hemoglobin was significantly lower at 3 months
and 6 months of follow—up than that at baseline (P<0.001). Fasting plasma glucose was significantly lower after fasting than
baseline values (<0.001), HOMA-IR, weight and BMI were significantly lower after fasting, at 3 months and 6 months of
follow—up than that of baseline (P<0.05). Body fat rate, waist circumference and waist—to—hip ratio significantly decreased
after fasting (P<0.05).[ Conclusion] Chinese medicine fasting therapy can significantly reduce the blood glucose level of over-

weight/obese type 2 diabetes patients, improving insulin resistance, and the effect will continue during the 6—month follow—
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up period; it can also reduce body weight, BMI, waist circumference, waist—to—hip ratio and body fat rate with safety.

Key words: Chinese medicine fasting therapy; calorie restriction; overweight/obesity; type 2 diabetes
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®1 MEBEE-RBELREFEXER

Table 1 Demographic and clinical characteristics of

34 patients

Items n (%)
Gender

Male 18 (52.9)

Female 16 (47.1)
Agelyears

<30 2(5.9)

30~45 18 (52.9)

46~60 12 (35.3)

>60 2(5.9)
BMI/ (kg/m®)

24~26 16 (47.1)

>26 18 (52.9)
Course of disease/ months

<12 15 (44.1)

12~36 11(32.4)

37~60 3(8.8)

>60 5(14.7)
HbAlc/%

<6.5 14 (41.2)

6.5~7.5 14 (41.2)

>7.5 6 (17.6)
Complications

Hypertension 8 (23.5)

Fatty liver disease 25 (73.5)

Hyperlipemia 27 (79.4)

Diabetic ketosis 0 (0)
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W 3R M (1=3.331, P=0.003) , Bl % %
it 2F 8 X (1=1.704, P=0.104) , (BRI B2
% (1=2.381, P=0.027; K 1D-F).,
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Table 2 Comparison of HbAlc, FPG, FINS, and HOMA-IR among baseline, post—fasting and follow—up

[(x+s), M(P,~P,)]

[tems n Fasting Therapy P-value" /7" P-value” /2"
HbAlc /%" 33

Baseline 6.73+1.05

3 months 6.29+1.02 <0.001 4.353 = =

6 months 6.25+1.00 <0.001 4.456 = =
FPG /(mmol/L)* 29

Baseline 6.24+1.00

Post—fasting 4.99+1.26 <0.001 4.289

3 months 5.76+1.32 0.064 1.927 0.010 -2.745

6 months 5.85+1.29 0.108 1.662 0.004 -3.151
FINS/ (wU/mlL) 26

Baseline 10.49 (6.68~12.86)

Post—fasting 6.60 (2.52~11.07) 0.001 -3.408

3 months 7.09 (3.62~10.92) 0.004 -2.853 0.169 -1.376

6 months 7.50 (3.84~10.50) 0.005 -2.800 0.221 -1.224
HOMA-IR" 26

Baseline 2.94 (1.84~3.69)

Post—fasting 1.39 (0.51~2.36) 0.001 -3.352

3 months 1.70 (0.93~2.40) 0.005 -2.819 0.074 -1.786

6 months 1.60 (0.66~2.13) 0.012 -2.511 0.346 -0.941

HbAlc: glycosylated hemoglobin; FPG: fasting plasma glucose; FINS: fasting insulin; HOMA-IR: homeostasis model assessment—insulin

resistance. "’ versus baseline; ? versus post—fasting. > showed by ¥ + s, compared by t—test; * showed by M (P,~ P.,), compared by Wilcoxon

test.
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Fig.2 Fingertip fasting glucose, blood pressure, liver function, uric acid and 3—hydroxybutyric acid
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