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Regulation of orcinol glucoside on CYP3A of L02 cells
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Abstract: Objective To study the regulative effects of orcinol glucoside on cytochrome P4503A (CYP3A) of L02 cells and to
investigate whether orcinol glucoside regulates the CYP3A activity through cAMP-PKA signal pathway. Methods The L02 cells
were treated with 8-Br-cAMP, an analogue of protein kinase A (PKA) agonist (cyclic adenosine monophosphate, cAMP), its inhibitor
(H-89), and orcinol glucoside; MTT method was used to detect the cell vitality. The expression of pregnane X receptor (PXR) and
PKA protein was detected by Western-blotting and immunohistochemistry, respectively; The activity of CYP3A was detected by
erythromycin-N-demethylase. Results Compared with the control group, the activity of CYP3A was increased, the expression of PXR
and PKA was increased in L02 cells treated with orcinol glucoside. Conclusion These data support that orcinol glucoside which is a
singery effective component in the rhizoma of Curculigo orchioides could regulate CYP3A in L02 cells through cAMP-PKA singal
pathway.
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Table 1 Effect of orcinol glucoside on L02 cell vitality

(xts,n=3)

45 C/(mol-'L™h M (A

X B - 0.74%0.10

B R AR 1x107° 0.5340.02"
1x107* 0.70%0.06
1X107 0.77+0.07
1X107° 0.7420.06
1x1077 0.75%0.06
1x1078 0.76+0.06
1X107° 0.70+0.07

XL iR TP<<0.05; F#A

“P < 0.05 vs control group; same as below
x2 BEBEEEEX L2 M PKA ERFZIXMNEM
(xts,n=3)
Table 2 Effect of orcinol glucoside on expression
of PKA protein in L02 cells (x+s,n=3)

4 5 . PKABHPEmIA KA
(mol-L™)
pogic —  185.68+46.92 243.80+27.59
8-Br-cAMP 1X107° 249.744+47.59" 277.46+32.29"

H-89 1X107° 160.69+38.42° 216.09+37.51"
LA 1X 107 239.54+29.15° 277.91+28.61"

1 BEMEEEEX L2 408 PKA EARIEEIN

Fig. 1 Effect of orcinol glucoside on expression of PKA protein in L02 cells
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Table 3 Effect of orcinol glueoside on expression

of PXR protein in L02 cells (x+s,n=3)

20 C/(mol-L™" PXR
Xt HR - 0.55+0.15
8-Br-cAMP 1X107 0.74+0.17°
H-89 1X107 0.61+0.14
& PRI BT 1X107° 0.87+0.34
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Fig. 2 Effect of orcinol glucoside on expression
of PXR protein in L02 cells
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Table 4 Effect of orcinol glucoside on activity
of CYP3Ain L02 cells (x+s,n=3)

41 A C/(molL™") CYP3A/(nmol'min "'mg ")
xif - 0.380.02
8-Br-cAMP 1X107 0.45+0.01°
H-89 1x10°° 0.3740.01
& WmEARTT 1Xx107 0.65+0.01°

—ERRE R CAMP-PKA 15 53 B 32 1 24 g
CYP3A Kk, fRANS2sG W], AlSE K mTiE
o FiH L02 4N cAMP-PKA 1551l %, M
CYP3A i1 PXR ik, M E CYP3A
e PER, (EI AR R LR AN . H RTRHLE
22 o o3 B B S 2 BRE T e £, b
A AR5 ARIEFE o SIS A I 5 B Iy 4 2
FEASE I A P, %R T RE A 2
PERIE P TR —

A S WL 5 R T OB T 6 L0241 M
cAMP-PKA 15 5t % M 25 W) AR B AH DG 45 45 PKA
PXR. CYP3A [5%0i, JFLL cAMP-PKA 15 51l i
BN 8-Br-cAMP. cAMP-PKA 155 il B 4131 571
H-89 {1 Bt BT, B — 5 Rl 2 4 T
cAMP-PKA 15 Tl i ()9 i dil . 45 R 8o, &H &

Py A BRI R 1X 107 mol/L I, A — 5 HI 41 Y
BiPE, (HBEEIREREAC, ST Emis, 1X
107 mol/L 2 3GUL R ik i o) 4l i FE A To i 5, 4y
TSR BT . SRR LR, B PRy A B
T B 53 L02 41l cAMP-PKA 1553 4% 5%
Tl PKA H1H. PXR R KIS, B9% CYP3A K3
P (P<0.05), 4 8-Br-cAMP [\J/E A1, FWH
AT cCAMP-PKA {5 5 38 5, 5% 00 24591 Qi il
CYP3A /K, AL ARKEED IR B Wil &
R T 0 25 B AL S G R SRS A B 2
—, RS RIEE AL M ) A .

S 3k
(1 % 8 9k K XS, &5 RIS I 254K

Ul CYP3A HIZYTERIEWIFT [1]. AbaihBEgh Koy
K, 2010, 33(11): 745-748.

2] % 8 5k WK XN, S R TLO2 41 CYP3A A
HIEI I 7 ASF 2RI [J]. h e R 2
&, 2010, 25(12): 2351-2355.

(31 TR AL MRS FS I B HAEA BRSO
BUAR A 2R E) )2 22 55T [D]. st st R 2R
%%, 2009.

[4]1 2 i 5k UK XN cAMP-PKA {5 5l %) L02
AP AR CYP3A THFEIIRIST [1]. o E 25312
SR, 2011, 25(4): 354-357.

(5] skym. BURZBISL 7% (M) Jbat: JEstBERER Y
T L BT R RSB H R, 1998,

[6] Lo K W, Ashe K M, Kan H M, et al. Activation of cyclic
amp/protein kinase: A signaling pathway enhances
osteoblast cell adhesion on biomaterials for regenerative
engineering [J]. J Orthop Res, 2011, 29(4): 602-608.

[71 Mosmann T. Rapid colorimetric assay for cellular growth
and survival: Application to proliferation and cytotoxicity
assays [J]. J Immunol Methods, 1983, 65(1/2): 55-63.



