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Effects of Glycyrrhiza uralensis Extract on the Expression of UGTIA and MRP2Z in Human m
Cells Damaged by Triptolide d
ZHANG Jing', HU Qian’, TAN Qinyou', ZHU Shengnan' (1.School of Pharmacy? in gMedical College,
Guangxi Guilin 541001, China;2.School of Clinical Medicine, Guilin M«\(%QG angxi Guilin 541001,
China)

ABSTRACT OBIJECTIVE: To investigate the effects of Glyc mensis extract (GE) on the expression of uridine diphos-
phate glucuronyltransferase 1A (UGT1A) and 'c&rfmnc associated protein 2 (MRP2) in human liver L-02 cells damaged
by triptolide (TP), and to study atte ‘ a G. uralensison for TP. METHODS: The survival rates of L-02 cells were
determined by MTT assay after c@ltured w blank control), 40, 80, 160 nmol/L TP for 12, 18, 24 h. L-02 cells were divided

into blank control_gr qulttie medium), model control group (80 nmol/L TP) and GE pretreatment group (adding 80 nmol/

ed on the basis of the above grouping (GE concentration of 60 mg/L in GE pretreatment group).After cultured for 24 h, the protein
expressions of UGT1A and MRP2 were detected. RESULTS: The inhibition effect of TP on cell proliferation was positively correlat-
ed with the concentration and the time. Compared with blank control group, cell survival rate of model control group was decreased
significantly (P<<0.05), and the protein expression of MRP2 was decreased significantly (P<<0.01). Compared with model control
group, cell survival rates of 30, 60, 90 mg/L GE pretreatment groups were all increased significantly (P<<0.01). The protein expres-
sions of UGT1A and MRP2 were increased significantly in 60 mg/L GE pretreatment group (P<<0.01). CONCLUSIONS: GE pre-
treatment can relieve TP-induced human liver L-02 cell damage, and its attenuated mechanism may be associated with the increase
the expression of UGT1A and MRPZ2.
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Tab 1 Survival rates of L-02 cells after treated with
different concentrations of TP for different
time(x+s,n=06)

12h 18h 4h

41 | gl o Mt

PR RAL 0.763240.02 100 0.7995+0.01 100 0.8521£0.01 100

40nmol/L TPAL 065321003 854426 064541002 80.1415" 0626£001° 73.0£L1"°

80 mmol/L TP 0.565510.03° 784146 04795+0.04" 66856 03989+0.06" 567437

160 nmol/L TPAL 0.5296£0.06™ 69.6£3.0°° 04829£0.03° 60.4£2.1° 038411002 45.1+28"

T 5 A IR LR, ©P<<0.05, “*P<<0.01
Note: vs. blank control group, *P<<0.05, **P<<0.01
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Tab 2 Survival rates of L-02 cells in each group(x s,

) G
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T 5 A IR g, " P<<0.01 5 S RINT AEY ‘ﬁx

Note: vs. blank control group, **P<<0.01; vg” @\ 1 group,
“p<0.01 G
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Fig 2 Electrophorograms of the protein expressions
of UGT1A and MRP2 of cells in each group
*3 HHAMAP UGTIA F1 MRP2 & BRI E L
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Tab 3 Protein expressions of UGT1A and MRP2 of
cells in each group(x+s,n=6)

a UGTIA/-actin MRP2/f-actin

BN R 0.184240.18 045272007

{RELR R4 03238£0.07 029274003

GE Hik s 097234028 0896 80,13

RIF4 114224025 065442004
TE: 525 IR B UL, P<<0.01; IR B AL, P<<0.01

Note: vs. blank control group, " *P<<0.01; vs. model control group,
#P<<0.01
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