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[ Abstract] Objective To study the effects of Jinmaitong on ultrastructure of dorsal root ganglion
(DRG) neurons in STZ-induced diabetic rats. Methods The STZ-induced diabetic rats were randomly
divided into 4 groups including normal control group (Con), Diabetic group (DM), JMT group (JMT)
and Taurine group (Tau). Six rats were in each group. All rats were given intragastric administration for
16 weeks and then culled. The mechanical withdrawal threshold was tested by electronic Von Frey
instrument before death. The DRG of the rats was collected and used for transmission electron microscopy.
Results  Compared with the control group, the mechanical pain threshold of the DM group was
significantly decreased (P<0.01). The ultrastructure of mitochondria in DRG neurons of the DM group
was severely damaged. The number of mitochondria in neurons was significantly decreased (P<0.01), and

the rate of swelling mitochondria and mitochondria vacuolar degeneration in DRG neurons was significantly
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increased of the DM group (P<0.01). The mechanical pain threshold and the number of mitochondria of

two treatment groups were significantly improved compared with the DM group. The rate of swelling

mitochondria and mitochondria vacuolar degeneration of two treatment groups were decreased strikingly

(P<0.01), and the JMT group was more effective than the Tau group (P<0.01). Conclusion JUT

could ameliorate the peripheral neuropathy by improving the pathological morphology of mitochondria in

DRG neurons.
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