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Fig.1 Effects of 6’—O-caffeoylarbutin (CA)

on body weight in mice

—a— Y
—o— JRIL]
—A— [HMEXT AL
—v— CMEFIEA
—o— CARGFIEAL

30r

=
g 25F
£
@% 20f
=
E’g 15}
E
=
~ 1o}
2
= 5-§/§——‘§\—§——¢
0 1 2 3 4
s i)
Time/J

2 6’-O-mnHEEEE A R ¥ (CA) X/ R I 4% 59 52 i
Fig.2 Effects of 6’—0O-caffeoylarbutin (CA) on fasting

blood glucose in mice
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Table 1 Effect of 6’—0O-caffeoylarbutin (CA) on organ index in mice
28 3 R T Mk 35 28/ % B 35 £/ % PR 45 /% T 45 /% A B 38 2%
Taud 41.67 £ 1.76 4.15+0.25 1.37 £0.16 0.23 +0.03 0.57 £ 0.07 0.21 £0.03
B 34.17 +3.62* 5.64 £ 0.38% 1.79 £ 0.15%* 0.26 = 0.04 0.35 £0.15% 0.32 +0.03
Fe P T B8 20 35.33 £2.75% 4.53 +0.68* 1.48 £0.22 0.23 +0.05 0.58 £0.11°* 0.23 £ 0.04
CA &7 =4 35.54 +2.78* 5.29 +0.47* 1.74 + 0.06* 0.25 +0.06 0.43 +0.04 0.30 £ 0.02
CAHZHA=H 37.17 = 1.04* 5.12 £ 0.47* 1.52+0.33 0.24 + 0.06 0.49 +0.09 0.28 +0.03

T AUR A I AU [ T 28 A ALEA 3 TE 2 57 (P<0.05)
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Fig.3 Effects of 6’-O-caffeoylarbutin (CA)

on glucose tolerance in diabetic mice
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Table 2 Effects of 6’—O-caffeoylarbutin (CA) on serum parameters in mice

o TC/mmol- L TG/mmol-1'  NEFA/mmol-L!  HDL-C/mmol-L" LDL-C/mmol-L7" INS/mU-L"

= H A 6.56 £ 0.45 1.18 £ 0.03 1.19 £ 0.15 1.23 +0.03 0.61 +0.07 17.34 £ 0.38
B0 8.83 + 0.66* 1.76 = 0.05%* 3.47 £ 0.35% 0.78 = 0.09* 1.31 £ 0.13* 11.28 + 1.34*
e 2 8 20 7.43 £0.32% 1.26 + 0.06 1.29 £ 0.03 1.07 + 0.03 0.65 +0.03 13.52 + 0.94*
CA &7 =4 7.81 £0.27* 1.44 + 0.09* 1.38 +0.03* 0.94 + 0.02* 1.04 + 0.04* 1448 + 1.31*
CA&Aza 7.64 £0.19* 1.28 £ 0.02 1.32 £0.19 1.04 £ 0.08* 0.97 £ 0.07* 16.87 £ 0.54

T AR A R A T T 28 T BT 22 57 (P<0.05) .
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N T 2 A AR AR 5 L vl I o) R 4 R I A5 e o
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3 T RLALLL (P>0.05) ,CA I | & 5] &2 4 A BH
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FEREM T, Hod CA 300 e 4 B9 {5 4230 BE 1k 24
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H,CA A A S IE®W AR FEEER (P>
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Fig.4 Effect of 6’—O-caffeoylarbutin (CA) on liver function in mice
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Fig.5 Effect of 6’—O-caffeoylarbutin (CA) on
BUN index in kidney of mice
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Fig.6 The liver tissue sections of mice
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Fig.7 The kidney tissue sections of mice

2.10 6’ —O- WAk Bt 5 A& SR % /)y BB BR 42 A
SR

1 25 PR /0 BBy JBR IR U A An 51 8 BT s, A6
RUZH 525 A P, AR v /N BB B AR TR
W HEB R AL, ) BBR & AL R F £ 4 4 407 A 5 4
R T R T HOBUNCHT CA J5, R By A

(c) B ) R 21

(d)CA R4l
8 MERBEARTKE

Fig.8 The pancreas tissue sections of mice
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The Protective Effect of 6’—0O-caffeoylarbutin on Type I Diabetes

Tao Junhong, He Shuyue, Kong Lingpeng, Cheng Guiguang’
(Faculty of Agriculture and Food, Kunming University of Science and Technology, Kunming 650500)

Abstract In order to determine 6°—O-caffeoylarbutin protection of type 1 diabetes in mice, mice were injected alloxan
drugs to create type I diabetes model, and diabetic mice were also treated with 6°—=O-caffeoylarbutin. Mice were random-
ly divided into 5 groups: normal control group, model group, positive control group, 6°—0 —caffeoylarbutin low —dose
group (100 mg/kg/d bw), and 6°—O-caffeoylarbutin high—dose group (200mg/kg/d bw). After continuous intragastric ad-
ministration for 4 weeks, glucose tolerance, organ index, serum index, liver and kidney indexes of mice in each group
were measured, and pathological examination of pancreas, liver and kidney tissues was conducted. The results showed
that the 6°—O-caffeoylarbutin can reduce type 1 diabetes mice serum total cholesterol, triglycerides, free fatty acid and
low density lipoprotein cholesterol, high—density lipoprotein cholesterol and insulin levels. 6°—0—caffeoylarbutin can also
increase the activity of superoxide dismutase, catalase and glutathione peroxidase in liver tissue, and reduce the content
of malondialdehyde, alanine aminotransferase, alkaline phosphatase and urea nitrogen in kidney tissue. Conclusion: 6°—
O—caffeoylarbutin has a certain hypoglycemic effect, and can effectively alleviate the injury of liver, kidney, pancreas
and other tissues in type | diabetes mice.

Keywords 6°—O-caffeoylarbutin; hypoglycemic; type 1 diabetes



