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Table1l Forward and reverse primer segmences used for RT-PCR

B2 S Gk il PP RN

Name Primers Sequence Gene length

B-actin Forward 5’-GGT CTC AAA CAT GAT CTG GG-3’ 238bp
Reverse 5’-GGG TCAGAAGGACTC CTATG-3’

CYP3A4 Forward 5’-TTT GAC AGG GTG CTAACA GAG C-3’ 336bp
Reverse 5’-ACG CTT CTA GTG ACG CAT ACACC-3’

PXR Forward 5’-GGT CCC CAAATC TGC C-3’ 375bp
Reverse 5’-AGG TTT TCA TCT GAG CGT C-3’

I FIA, B CYP3AA [k, ME 1k
TTEL BN FHAL T A IMA R4 U 4, CYP3AAINIRIA
FI, XU ARG 5, CYP3A4 [k {E
SH-SY5Y 4il far 7 B 386 0, E B /ESH-SY5Y 4il g,
FIAET- B85 T CYP3AA KERIL. 45KV, PXRTE
SH-SY5Y 4 il RES 2 AH M R e s % D fig o

PXRIBE *F 2M B = BY 22 i

R T BT PXR BOE X SH-SYSY 4 Jid i)
SR, FATTAERG TR DI g 20 LPS, Jd it i i)
FEEWTST PXR BOE 6T LPS 755 A48 M 12 5%

DPH123 2 — P S 2O R, FEA TR
DL AR S AT RIS Ak, 1 40 A AR R T I, Sr
FEE RIEAR, S r A 35 I P S RS i 95, R AR ER 1)
P B 123 1) R I A 8 B A BRI, 4 B 1
HAF IR ) T2 o SER A A A TR 7 Ak

0 DMSO
@ Rifampycin
Phenobarbital

e

Fold of induction
(3]

PXR CYP3A4

1 SH-SY5Y #lifish PXR & CYP3A4 ZF 4% Rk T4
DMSO: 10 pl; FI48F: 20 pg/ml; ZKELEZ: 20 pg/ ml. RANSEE
=K, **P<0.01.

Fig.l Expression level of PXR and CYP3A4 in SH-SY5Y cells
DMSO: 10 ul; rifampycin: 20 pg/ml; phenobarbital: 20 pg/ml. Each
experiment was performed in triplicate. **P<0.01.
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FITC. PIfHTE; B3: Annexin V-FITC. Pl [1%; B4: Annexin V-FITC [1E). 1: DMSO FEfh4; 2: 20 pg/ml FI45F; 3: 20 ug/ml fig % Bl
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Fig.2 Effect of activation of PXR on SH-SY5Y apoptosis

A: SH-SY5Y cells dyed with Rhodamine 123; B: SH-SY5Y cells dyed with Annexin V-FITC/PI (B1: PI positive; B2: Pl and Annexin V-FITC
positive; B3: Pl and Annexin V-FITC negative; B4: AnnexinV-FITC positive). 1: DMSO; 2: 20 pg/ml rifampycin; 3: 20 pg/ml LPS; 4: 20 pg/ml

rifampycin + 20 pg/ml LPS. Each experiment was performed in triplicate.
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1: 10 ul DMSO 4-# SH-SY5Y; 2: 20 pg/ml FJ#E-F-4b P SH-SY5Y 41
Jfi; 3: 10 pl DMSO 4b2E PXR T4 11 SH-SY5Y (siRNA-76)4i fit; 4:
20 pg/ml FAEFALBE PXR T4 SH-SY5Y (siRNA-76). HE/M5E
BEG =K

Fig.3 PXR and CYP3A4 expression levels in PXR knockdown
SH-SY5Y cells

1: SH-SY5Y treated with 10 ul DMSO; 2: SH-SY5Y treated with 20
pg/ml rifampycin; 3: SH-SY5Y (siRNA-76) treated with 10 pl
DMSO; 4: SH-SY5Y (siRNA-76) treated with 20 pg/ml rifampycin.
Each experiment was performed in triplicate.
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Effect of PXR Activation on Neuroblastoma Cells SH-SY5Y Apoptosis

Chun Meng*, Zhen-Hua Jia, Jun Chen, Yu-Lin Xiong, Hang Wang, Feng Li, Yang-Hao Guo
(College of Biological Science and Bioengineering, Fuzhou University, Fuzhou 350108, China)

Abstract In this work we studied the specific antagonistic effect of PXR activation on neuroblastoma cell
SH-SY5Y apoptosis induced by LPS. The expression level of PXR and CYP3A4 was measured by RT-PCR. Apoptosis
of SH-SY5Y stained with Rhodamine 123, Annexin V-FITC/PI and growth phase of SH-SY5Y were detected by
flow cytometry. The results showed that PXR activated by rifampycin significantly enhanced the expression levels
of CYP3A4 and inhibited the apoptosis of SH-SY5Y cells. The analysis of cycle phase of cells indicated that rifampycin
could arrest the cells at G,/G, phase. The arresting efficiency of rifampycin decreased when PXR expression level
was knockdown mediated with RNAI. PXR might inhibit the apoptosis of SH-SY5Y cells through arresting the cell
cycle at G,/G, phase.

Key words PXR activation; SH-SY5Y cells; apoptosis; G,/G, phase arrest
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