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[ Abstract] Objective To investigate the effects of inulin and chicory on glucose control and lipid profiles
in patients with type 2 diabetes. Methods Seventy-five patients with type 2 diabetes were assigned to inulin
group (n =25), chicory group (n=25), and control group (n =25) with matching gender and body mass in-
dex. The three groups were all given diabetes diets, in addition, 15 g inulin and 120 g chicory daily were added
in the inulin group and the chicory group, respectively. All the patients’ fasting blood glucose (FBG) , homeosta-
sis model assessment of insulin resistance index ( HOMA-IR) , glycated hemoglobin ( HbAlc), lipid profiles,
aminotransferase,, and creatinine were observed at baseline, 4 weeks, and 8 weeks, and the changes of all those
parameters were compared. Results The numbers of patients finishing this study in the inulin, chicory, and
control groups were 23, 22, and 23, respectively. At baseline, none of the parameters showed significant differ-
ence among the three groups (P >0.05). At4 weeks, the changes of FBG, HbAlc, HOMA-IR, total cholester-

ol (TC), and low-density lipoprotein cholesterol ( LDL-c) in the inulin group showed a decreasing trend com-
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pared with the control group; and the differences in changes of FBG, HbAlc, HOMA-IR, TC, and LDL-c were

significant at 8 weeks (P <0.05), while the changes of other parameters showed no significant difference (P >

0.05). The changes of all the parameters showed no significant difference between the chicory group and the con-

trol group at 4 weeks and 8 weeks (P >0.05). Conclusions

Inulin is conducive to blood glucose control and

lipid profiles in type 2 diabetes, and does not affect liver and renal functions. In contrast, chicory has no signifi-

cant effect on glucose control or lipid profiles in type 2 diabetes.
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ikl R (%) P (/) FBG (mmol/L) HbAle (%) HOMA-IR TC (mmol/L)
SHHRLL (n=25) 65.3+8.5 19/ 6 7.45+1.36 6.96 +0.77 9.1+4.8 4.76 0. 87
R4l (n=25) 61.6+8.3 17/ 8 6.82+1.38 6.73 0. 94 10.9 6.8 4.69 0.96
LE2M (n=25) 67.2+6.0 15/10 6.98 +1.61 7.03 £1.04 8.1£4.9 4.63%1.20

ikl TG (mmol/L) HDL-c (mmol/L)  LDL-c (mmol/L) Cr (pmol/L) ALT (U/L) AST (U/L)
XTHRZL (n=25) 2.20 £1.94 1.31 £0.51 2.86 +0. 80 78.8 £16.4 31.5+14.9 2.5+ 5.6
R (n=25) 1.84+1.46 1.27 £0.33 2.67£0.76 71.4£13.0 31.7£16.1 26.3£22.5
LE2H (n=25) 1.75+1.17 1.36 0. 48 2.87 £0.97 72.8 £15.7 27.9+15.5 2.7+ 9.7

FBG. s ifif; HbAlc;

HHEMALE s HOMA-IR: JBS ZARPTHEHG TC. SRR TG. HIM=MHE; HDL-c. WEEIGHE MR EE; LDL-c. k%
FERREE AR Cr: JJUSF; ALT. Z9NB¢EME; AST: ARFER

®2 ARJE 3 ARTWEEREHEL B A (v £s)

415 FBG (mmol/L) HbAlc (%) HOMA-IR TC (mmol/L) TG (mmol/L)
XA (n=23) 0.59 +1.28 0.32+0.82 3.37+ 5.30 0.43+0.91 0. 48 £2. 60
HME (n=23) 0. 11 +1.11 -0.17 £0.93 —1.42 +£10. 30 -0.06 +0.73 0.44 = 1. 66
GEZM (n=22) 0.15+1.48 ~0.05 £1.04 -0.37+ 4.90 0.48 +1.47 0.26 +1.58
P, 0.053 0. 068 0. 054 0. 051 0. 957
P, 0.285 0. 122 0. 095 0. 873 0. 740

4151 HDL-c (mmol/L) LDL-c (mmol/L) Cr (pmol/ L) ALT (U/L) AST (U/L)
FHRZ (n=23) -0.08 +0.65 0.37 +0.76 2.63 +18.47 2.61 = 10. 80 0.7+ 7.2
A (n=23) 0.04 +0.42 -0.08 +0. 81 2.02 +12. 68 0.17 £19.25 -2.0£16.1
ST (n=22) -0.04 +0.50 0.21 +1.28 2,12 +11.69 1.56 +12.45 0.2+ 8.5
P, 0. 459 0. 058 0. 897 0. 600 0.715
P, 0. 857 0. 598 0. 694 0.792 0. 166
FBG, HbAlc, HOMA-IR, TC, TG, HDL-c, LDL-c, Cr, ALT, AST: [d3& 1; P,. ZGM 4 GXF A LM P 5 Py: 4 E 220 53 IRLH LAY P
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205 FBG (mmol/L) HbAle (%) HOMA-IR TC (mmol/L) TG (mmol/L)
XA (n=23) -0.09 +1.33 0.16 +1.07 2.05 +4. 66 0.34 +1.03 0.71 £2.40
ke (n=23) -0.94+1.35 -0.52+0.62 -2.76 +7.39 -0.48 +0.93 -0.06 1. 04
SEZH (n=22) -0.21+1.76 -0.11+1.21 -0.37 £4.90 0.19 +1.49 0.05 +1.24
P, 0. 039 0.014 0.012 0. 007 0.172
P, 0.791 0.122 0.095 0. 688 0.259
20 ) HDL-¢c (mmol/L) LDL-¢c (mmol/L) Cr (pmol/L) ALT (U/L) AST (U/L)
XA (n=23) -0.11£0.54 0.33 £0.92 2.46 +12.42 2.34 £11.68 0.94% 7.36
ke (n=23) 0.06 +0. 64 -0.37 +1.08 2.35 £11.60 0.26 £13.37 1.92 £13.23
SE2H (n=22) -0.08 £0.63 0.20 £1.24 2.03 +10. 38 1.48 +12.45 1.02+ 8.30
P, 0. 330 0.024 0. 908 0. 426 0.518
P, 0. 842 0. 692 0. 607 0. 803 0.927
FBG, HbAlc, HOMA-IR, TC, TG, HDL-c, LDL-c, Cr, ALT, AST: [d3& 1; P,. ZGM4GXF A LA P 5 Py: 4 E 220 53 IRLH LAy P
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BB AE 4 JRE FBG, HbAle, HOMA-IR 487K f7%
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