R 20194F 1 A 25 HEE 37 5% 1
Journal of Pharmaceutical Practice, Vol. 37, No. 1, January 25,2019 27

."{b\g.

#i L HIF-1a AR BB EHIEH AR EEEL ESH S YHIH
Jink =il

BAE, AR, WAH, THEE, FE4F (LETHAFXEEERZHE, EE 200125

[(WE] BW @ REEmHEGTASIKEREELC RIS YRS R, ik ik HIF-lo IRE R NITT
{4 (hypoxia response element, HRE) £ 3¢ Y& £ fifi i 25 2 N 35 2K pGL3-Enhancer, # 8 75% Y6 £ iff £ 15 /& pGL3-HIF-1a-
HRE, #: Y A\ 3% 40 THP-1 30 kfa g £k 4tk THP-1-HIF- 1 HRE, #8 Real Time-PCR #: il 3 B & 35 37T L)
A% 18 THP-1-HIF-1o-HRE 40}l HIF-1o 25 53R A PG KBRS M, TS RALTT 22 B R B 3T LUA RO fHRE R &
THP-1-HIF-1¢- HRE 4iffi 4y HIF-1lo B HR B RRAREIEE. i8IV T iikdi sh I AL i 5 R & W ik 4h
EiEE A THP1-HIF-1- HRE,

[x@iA] BAFEFET lo; FlER; VOCEBRENE; s PORAERELL; ik

[hE4Z%ES] R541.6 [rikirERE] A [zZEHS] 1006-0111(2019)01-0027-05

[DOI] 10. 3969/j. issn. 1006-0111. 2019. 01. 007

A cell model for high-throughput screening lead compounds targeting HIF-1¢ for

atherosclerosis treatment
QIAN Yujun, QIN Chunxia, SUN Lili, DING Huamin, LI Tiejun (Department of Pharmacy, Punan Hospital of Pudong New
Area, Shanghai 200125, China)

[Abstract] Objective To establish a high-throughput in-vitro screening cell model for anti-atherosclerosis leading com-
pounds. Methods Hypoxia response element (HRE) was cloned into a luciferase reporter vector, pGL3-Enhancer, to con-
struct pGL3-HIF-1a-HRE. The THP-1 human monocyte cell line was infected with the pGL3-HIF-1le-HRE and a stable cell
line, THP-1-HIF-1o-HRE, was screened. Results Real-time PCR assay showed that HIF-1a expression and luciferase activity
in THP-1-HIF-1a-HRE cells was effectively upregulated by hypoxia. The increase of HIF-1a expression and luciferase activity
induced by hypoxia was significantly inhibited by lovastatin or curcumin. Conclusion THP1-HIF-1-HRE, an in-vitro cell
model for high-throughput screening lead compounds for anti-atherosclerosis (AS) was successfully established.
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