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Abstract: [Objective)] Hypoglycemic effect of flavonoids of Ipomoea batatas leaves (FIBL) and its
effect on the repair of DNA damage of diabetes mellitus were studied. [Method] The high sugar and high
fat diet and streptozotocin (STZ)-induced type [I diabetes mellitus (non-insulin dependent diabetes melli-
tus, NIDDM) mice model were used,and then divided into model control group, FIBL low-dose group, FIBL
high-dose group and rosiglitazone group. Some normal mice were taken as normal control group. Mice of
model control group and normal control group were daily fed 0. 2 mL dH,O, respectively; mice of FIBL

low-dose group and high-dose group were daily fed 75 and 150 mg/kg FIBL respectively and mice of RT
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were daily fed 3 mg/kg rosiglitazone,all for 28 d continuously. Observation of animals in general was car-

ried out,and blood of tail vein was collected to measure glucose after 0,7,14,21,28 d. On 29 d, blood of

heads was collected to measure lipids and lymphocytes were separated,and then single cell gel electrophore-

sis (SCGE) was used to test DNA damage. [Result] After the animal models had been successfully set up,

NIDDM mice showed some symptoms,including polydipsia,polyuria, polyphagia and a certain degree of in-

sulin resistance. Treatment results of FIBL showed that FIBL could control NIDDM mice from increasing
body weight,decreasing blood glucose and blood lipid levels. FIBL could repair DNA damage of NIDDM

mice. [Conclusion) Flavonoids of Ipomoea batatas leaves can improve the symptoms of high blood sugar

and lipid metabolism,can treat and delay the occurence of NIDDM complication.

Key words: flavonoids of Ipomoea batatas leaves;type [I diabetes mellitus; DNA damage
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Fig.1 Effect of FIBL on the body weight in NIDDM mice

% P<Z0. 05 as compared with the normal control
group(NC group) ; # P<C0. 05 as compared with the

model control group(DC group). The same as fig. 2
2.2 HEZEMEY NIDDM /5 i i 5 20
m2e 1 Al E 0 d iFL B NC 4 4h . 4% 41/ L
) BB TE 58 25 5 (P>>0. 05) 3 H 7 d if, 5 DC
AL FTH 4180 RT 41708 BB 3 PR AR (P<<
0.05);#H 14 d i}, 5 DC HAM . FTL 4. FTH
ZHAN RT 20 /)y BRI {8 3 3 B IR (P <0, 05) 5 ¥
B 21 d B /N BRUOMOBE AR A 0 5 14 d B AR [R] 5 5
28 d B, FTH 40 A1 RT 40/0 U 5 NC 405 i
FEER(P>0.05), M4 RFEY] L FIBL G2A L FFEIK
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Table 1 Effect of FIBL on blood glucose levels in NIDDM mice mmol/L
#H 5 Group 0d 7d 14 d 21d 28 d
NC 41 NC group 5.9240.79 6.03+1.13 5.8740.57 5.79+0.43 5.9440.72
DC 41 DC group 21.1941.45~ 21.51+1.11~ 22.604+1.39" 21.48+1.49~ 21.414+1.71~
FTL 41 FTL group 21.1541.09* 19.27+1.22" 16.75+1.95* % 12.27+1.27"% 9.56+1.37"%
FTH 41 FTH group 22.7041.40" 17.20+1.347 7 13.83+1.78" % 9.06+1.27"7% 6.72+0.977
RT 41 RT group 21.7241.36* 11.52£1. 71" % 9.91£0.98" % 8.46+1.23"% 7.08+0. 847

Hex FARSIEWHMEANCH ML, 225 B3 (P<0.05); # FR SHEAX A (DC 4DH M, 2257 B3F (P<0.05).,

Note: * P<C0. 05 as compared with the normal control group(NC group); # P<C0. 05 as compared with the model control group (DC

group).
2.3 HEMEMX NIDDM /)R i f5 i &
P 2 AT EE R . 5 NC HAH . Bk FTH
2 LDL-C &K FE4h, & /N TC. TG #1 LDL-C 7k

SEH R T (P<<0. 05) ;5 DC 4140 H . 4% 41/ B
By LR 3 048 bR 34 W BRI (P <0, 05), 25 F
B, FIBL fig %Ik NIDDM /N BRI AR 7K SF o 2k 3% Bg 5
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Fig. 2 Effect of FIBL on the TC,TG and
LDL-C in NIDDM mice
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Fig. 3 SCGE detection of the repaired DNA damage effects of FIBL on lymphocytes in NIDDM mice
A—E were expressed as NC,DC,FTL,FTH and RT group
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