ARG AART IR TRENEEY, 4E
SEA B B 5 RS R T AR 0> S ThRE A
JER T 2 GVt E tk, B sgm 1 el &
WS REAR 73 - TR BN RN, o (R e A S 3 B a2 5
GYREI S R PSR R OCE S, B E
e PEAR, X IE SN 1 F B2 0 55 (A WL 7
T 5 A T T 1 P A T A S s R,
TEARSL Y B 2R S ) & i R R E R . 8K
K RAY MIP 4 XM 2 45 A mim /T RGW
MIP 2 St 25-AP 45 45 B, TE 2 D8 g 8 R o
W IR BT, 7 B o B TR B I A e
#5 MAA ZIa] IR A P B iAo 1R A
R AT LG A MIP 4 Gh il e 22 R i %%
AP R AR A B, I IE S DR U AR 1 B
ST IR MIP 4 RERR 4> 1M 22 5 Th Rk g4
Z AN 7, 330 7 A S A R 2R PR R o gk 2>
SEEG 28 A gt — P B0 UE T 4 Jm EO A i Lk AU R
Ay S AR AN P A B, ALfE K —IE A R
thiehane, TPk Ebe At AR FH ) 24T

3 it

ARG UL o- L G IR g hRE A4 M B 3R
-APTIC A 4 g B S5 AE R P R D A T 4R
Bz B i) B SR 5, JF Hasad A eI . 204h

Jei s B B A AR RS X R S AT T
RALLAERERIWE ST, 45 AR I B 3% - AL AR
B 325 5% 5 W A e 32 - AL B TC 5 1 2 B L W) 4
(KO B A PR AR S v, T EAE B L AU iy
HH PRI B 3 5 TR A B R N RIS

REFERENCES

[11  RAYNIE D E. Modern extraction techniques [J]. Anal Chem,
2006, 78(12): 3997-4004.

[2]  VIATKIS G, ANDERSSON L J MULLERR, et al. Drug assay
using antibody mimics made by molecular imprinting [J].
Nature, 1993, 361(6413): 645-647

[3]1 YANG C Y, XIONG Y, HE C, et al. Molecularly imprinted
on-line solid-phase extraction combined with flow injection
chemiluminescence for determination of chlortetracycline [J].
Chin J Appl Chem(hY F4b2%), 2007, 24(3): 273-277.

[4] LIU Z, HUAN S, JIANG G P. Progress in the application of
MIPs [J]. Sci Technol Rev(E}2% 54R), 2006, 24(1): 51-54.

[5] YANG X L, LU J L, DONG Z B. Molecular imprinting
technique and its application in separating and assaying
functional components in tea [J]. J Tea(#%IM), 2008, 34(1):
15-18.

[6] SHAN J J, WANG B. Preparation of quercetin-Cu( II )
complex molecularly imprinted polymer and its binding
characteristics [J]. Acta Polymer Sin(# 4> T 2%#)), 2011,
22(1): 101-106.

[77 FAN P M, WANG B. Molecular recognition characteristics of
quercetin’s metal-complexing imprinted polymer [J]. Chem J
Chin Univ( 55 28246 27 2441)), 2009, 30(12): 2514-2520.

Wefi H 1 2013-03-20

BARIBRMMEZXKE FSHME AN K ARRE L/ITR K ERRIF

1EH

%'[Syﬁ Hﬂ ’ %:51%55 j"] 9‘ 'i‘ ’

TR KRR, MR MER MR BB, T 510150)

BE: B Wit ed BREL(AnglD)x % A K @A R TH G B ER TG RPIER ., 5% ARSIk
& WK AR T 35 mm 3R LR AR P, AL R T @ IR, Ang [TAR AN 408 3 AR E AR ) 384X 3648, (60,
300, 1000 pugL™"), #2042 BlAEA, MR B BAER 0,5 28 ) 46 SOD EHf MDA 4%, &R o4 A kwik
% Angll %G, #@le MDA &2 BEa %%, SOD Fh 22| dph, #H R\ T oG b & W &K 0k A 23 Hr Ang Tl
FRABACL R, 2% SOD FhAedpd] MDA £ 267t %, HFEZAGF R EABRBUEX R, Fik BRIk
) Ang 1 F 00 0 L EAC BB R, K % 75 B4R 37 S ik dn

KR Bk, B RREI; RMALEER S

FESES: R965.2 XHEkPRERD: A NEHS: 1007-7693(2014)01-0022-05

EZR T M, 2o, BELM Tel: (020081292235 BIEMEE: UMERL B, ML, AT, A

¥, WS Tel: (020)81292706 E-mail: Yanpk988@126.com

E-mail: hzq_zsm@126.com

:22. Chin J Mod Appl Pharm, 2014 January, Vol.31 No.1 o E AR T 2927 2014 4E 1 H AR 31 555 1



Protective Effect of Telmisartan Against Oxidation-reduction Disequilibrium of Vascular Endothelial
Cells Induced by Angiotensin II

ZHENG Shiming, HUANG Hanhui, LIU Shaozhi, LIANG Ying, ZHANG Xin, YAN Pengke*(Department of
Pharmacy, the Third Affiliated Hospital of Guangzhou Medical University, Guangzhou 510150, China)

ABSTRACT: OBJECTIVE To explore the effect of angiotensin Il (AnglIl) on oxidation-reduction equilibrium system of
vascular endothelial cell and antagonism of telmisartan. METHODS  After primary culture on 35 mm glass bottom cell culture
dishes, the human vascular endothelial cells were randomly divided into 5 experimental groups which were blank control group,
angiotensin II model group and three different concentration of telmisartan treatment groups(60, 300, 1 000 pg-L™"). Each group
contained 42 samples. The concentration of MDA and the activity of SOD in vascular endothelial cells were detected at different
sampling time. RESULTS The concentration of MDA proliferated instantaneously and the activity of SOD was restrained after
Ang II stimulation. The vascular endothelial cells after telmisartan pretreatment could significantly resist the oxidative stress
induced by Ang II. Furthermore, the time-dosage dependent relationship existed in the protection of telmisartan. CONCLUSION

Telmisartan can resist the oxidative stress induced by Ang II, provide protective effect for artery vessels.

KEY WORDS: telmisartan; angiotensin Il ; oxidative stress
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Effects and Mechanisms of Triptolide on Reverse the Multi-drug Resistance of A549/DDP Lung Cancer

WANG Zhonghua(Department of Pharmacy, First Teaching Hospital of Tianjin University of Traditional Chinese Medicine,
Tianjin 300193, China)

ABSTRACT: OBJECTIVE To investigate the effects and mechanisms of triptolide on reverse the multi-drug resistance of
lung cancer cell line A549/DDP. METHODS  After treating A549/DDP cells with triptolide, cells proliferation inhibition ratio
was determined by MTS assay, the intracellular concentration of rhodamine-123(Rh-123) and cells surface expression of
P-glycoprotein (P-gp) by flow cytometry, the expression of multi-drug resistance protein(MDR1) and lung resistance related
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