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SUMMARY . Parkinson’s disease (PD) is the second most common neurodegenerative disease, which can
cause progressive movement disorder. Compound rehmannia granule (CRG), an herbal prescription, has
satisfactory efficacy in the clinical treatment of PD. However, its mechanisms of action remain unclear.
This study aims to investigate the underlying mechanisms of CRG in PD treatment. PD rat model was es-
tablished by 6-OHDA injection. PD rats were treated with different dosage of CRG for 6 weeks, after
which apomorphine-induced rotation test, Tunel assay and western blotting were conducted. MPP+ was
used to establish PD cellular model in PC12 cells. MPP*-injured PC12 cells were treated with various con-
centrations of CRG. CCK-8 assay, flow cytometric analysis and western blotting were then performed.
Additionally, 0eTRIM27 was transfected into MPP+-injured PC12 cells before CRG treatment, and then
western blotting were carried out. Rotation test showed that CRG administration reduced apomorphine-
induced contralateral rotations in PD rats. Tunel and flow cytometric analyses indicated that CRG inhib-
ited neurotoxin-induced neuronal apoptosis in vivo and in vitro models of PD, respectively. Western blot-
ting showed that TRIM27, cleaved-caspase3 and nuclear p65 proteins were increased while cytoplasmic
p65 protein was decreased in the neurons of PD rat and cellular models; subsequent CRG treatment alle-
viated the change of these proteins. Moreover, TRIM27 overexpression partly abolished CRG-mediated
regulation of p65S protein. CRG inhibited neuronal apoptosis in vivo and in vitro models of PD. Further-
more, CRG exerts anti-apoptotic function by inactivating TRIM27/NF-kB p65 pathway.

RESUMEN. La enfermedad de Parkinson (EP) es la segunda enfermedad neurodegenerativa mds comin que pue-
de causar un trastorno progresivo del movimiento. El granulo de rehmannia compuesto (CRG), una receta a base
de hierbas, tiene una eficacia satisfactoria en el tratamiento clinico de la EP. Sin embargo, sus mecanismos de ac-
cién siguen sin estar claros. Este estudio tiene como objetivo investigar los mecanismos subyacentes de CRG en
el tratamiento de la EP. El modelo de rata PD se establecié mediante inyeccion de 6-OHDA. Las ratas PD se tra-
taron con diferentes dosis de CRG durante 6 semanas, después de lo cual se llevaron a cabo la prueba de rotacién
inducida por apomorfina, el ensayo Tunel y la transferencia Western. Se us6 MPP+ para establecer el modelo ce-
lular de PD en células PC12. Se trataron células PC12 dafiadas por MPP+ con diversas concentraciones de CRG.
A continuacion, se realizaron el ensayo CCK-8, el andlisis de citometria de flujo y la transferencia Western. Ade-
mads, se transfectd6 oeTRIM27 en células PC12 dafiadas con MPP* antes del tratamiento con CRG y luego se lle-
v6 a cabo una transferencia de Western. La prueba de rotacién mostré que la administraciéon de CRG redujo las
rotaciones contralaterales inducidas por apomorfina en ratas con EP. Los andlisis de tunel y citometria de flujo
indicaron que CRG inhibia la apoptosis neuronal inducida por neurotoxinas en modelos in vivo e in vitro de EP,
respectivamente. El western blot mostré que TRIM27, caspasa3 escindida y proteinas p65 nucleares aumentaron
mientras que la proteina p65 citoplasmatica disminuyé en las neuronas de modelos celulares y de rata con EP; el
tratamiento posterior con CRG alivié el cambio de estas proteinas. Ademds, la sobreexpresiéon de TRIM27 aboli6
parcialmente la regulacion de la proteina p65 mediada por CRG. CRG inhibi6 la apoptosis neuronal en modelos
in vivo e in vitro de EP. Ademds, CRG ejerce una funcion antiapoptdtica inactivando la via TRIM27/NF-kB p65.
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