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Effect of Rehmanniae Radix and Pear Phenolic Compound
on the STZ-Treated Mice for Induction of Diabetes
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Abstract

This study has been carried out to investigate effect of Rehmanniae Radix (RR) and pear phenolic compound
(PC) on the hyperglycemic mice induced with streptozotocin (STZ). For this purpose, male mice were fed with
a 0.2 mL RR extract (S group) and the pear PC (90 mg/kg/day) dissolved in a 0.2 mL RR extract (SPC group)
while the control group received the same commercial diet for 6 weeks. The blood glucose contents were
examined from tail vein blood once a week for 6 weeks. Samples of pancreas removed after the experimental
period were processed for the immunohistochemical identification of B—cells. The levels of serum glucose were
decreased significalntly (p <0.05) in the S and SPC groups compared with the control group. The BUN and creatinine
levels were significantly (p <0.05) decreased in SPC group compared with the control group. Intraperitoneal glucose
tolerance tests performed at 24 hours before that period revealed that glucose tolerances in S and SPC group
were ameliorated. Inmunohistochemical analyses of the pancreases revealed that a lot of insulin- positive B-cells
were contained in a Langerhas’s islets of S and SPC groups compared with the control group, and the number
of Langerhas’s islets were significalntly increased in S (p<0.01) and SPC (p<0.05) groups. These results suggest
that RR extract and pear PC could recover the damages induced by STZ in the hyperglycemic mice.
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Fig. 1. The changes of body weight.

Con, group of treated with STZ; S, a group fed 0.2 mL RR extract
following treatment with STZ; SPC, a group fed pear PC (90
mg/kg/day) dissolved in a 0.2 mL RR extract following treatment
with STZ. Values are mean* SE; Prob>|Tl, Values in the 0.05
and 0.01.
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Fig. 2. Plasma blood glucose concentrations (mg/dL) measured
one time a week from weeks 1 to 6.

A streptozotocin was administered on day O.

See the legend of Fig. 1.

***Statistically different compared control with experimental
groups (*p<0.05, **p<0.01).
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Fig. 3. The results of blood glicose (mg/dL) tolerance test.
See the legend of Fig. 1.

***Statistically different compared control with experimental
groups (*p<0.05, **p<0.01).
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Fig. 4. Plasma creatinine concentrations (mg/dL.) measured
at 6 weeks.

See the legend of Fig. 1.

*Statistically different compared control with experimental groups
(p<0.05).
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Fig. 5. Plasma BUN concentrations (mg/dL) measured at 6
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**Statistically different compared control with experimental
groups (p<0.01).
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Fig. 6. The number of Langerhan’s islet measured at 6 weeks.
See the legend of Fig. 1.

***Statistically different compared control with experimental
groups (*p<0.05, **p<0.01).
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Figs. 7-9. Insulin-immunohistochemistry of pancreas from
the 6 weeks mouse administered STZ.

A few of insulin-immunoreactive B~cells and lymphocytes (arrows)
were observed in the Langerhans islet (LI) from control group
(Fig. 7). A B-cells of Langerhans islet in the S (Fig. 8) and SPC
group (Fig. 9) showed more abundant positive granules for insulin
than control group. Magnification bar=25 um.
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