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[Abstract] Objective To observe the expression mode and modulation effects of IncRNA-Paupar in the

process of bupivacaine induced neurotoxicity. Methods Dorsal root ganglion (DRG) neurons were cultured and
neurotoxicity model was produced on it. And the expression of IncRNA-Paupar was evaluated by qRT-PCR. Lnc-
Paupar specific siRNA-P and random control group siRNA-C were constructed, 200 nmol/L siRNA-P, siRNA-C
were transfected into ganglion cells and the apoptosis rate of transfected cells were observed by TUNEL method.

The JNK and phosphorylated JNK (p-JNK) protein expression were observed with Western blot, respectively.

Results LncRNA-Paupar was significantly up-regulated during the process of bupivacaine induced neurotoxicity and

siRNA mediated IncRNA-Paupar down-regulation protected DRG neurons cells from apoptosis. Both JNK and p-

JNK protein were reduced in siRNA transfected cells exemplified by Western blot. Conclusion

could induced neurotoxicity through JNK pathway.
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Fig 1 The relative expression of IncRNA-Paupar after the induction of
0.5 mmol/L and 1.0 mmol/L bupicaine
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Fig 2 Green fluorescent protein (GFP) expression of dorsal root ganglion neurons transfected with IncRNA-Paupar specific siRNA-Lnc-P (A) and

siRNA-C (B). X100

Fig 3 Laser confocal microscopy of siRNA transfected dorsal root ganglion neurons after 72 h. X400

Cells transfected with siRNA-C and (3A) siRNA-Lnc-P (3B). The nuclei are shown in blue (DAPI staining) , the apoptotic cells are in red

(TUNEL staining)
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Fig 4 The expression of JNK and p-JNK protein after siRNA

@HEX INK & p-JNK EB R

transfected dorsal root ganglion neurons
* P<C0.05, vs. Group 1 and group 2. 1, 2, 3: Blank control,
siRNA-C, and siRNA-Lnc-P, respectively
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