27 B 3 ] FEMKEFESRE Vol. 27 No.3
20172 H China Journal of Modern Medicine Feb. 2017

DOI: 10.3969/ j.isn.1005- 8982.2017.03.003
XEHS: 1005 8982 2017) 03- 0013- 05

/.

ER XA B AR ABCA1 RS M A B AL HI B 3%

SN 2, 2 Rk Y XIS 3 RBEE 4 4 4, BOBUR 2
(1. BNERKFRBER: 42805, M =P 5500042 5 MNERKY: BT 8 S smih =,
TN BiPH 550004 ;3. 5 HEERFEMHEERE (ONEL 51 T1FH 550004 ;
SNERRFIMS BB WEERE, 51N 51FH 550004)

WE: BN TSI = BRI LS & B RE R AT ABCAY) BRI S22 L 558 Ml rI AR
S, E T X AN TO- 901317 filigh RAW264.7 41l 24 h, 32T B S &t s il ABCA1T mRNA
TN, AEENR RIS T, Wedern blot 164 ABCA1 E /KiK., Wedern blot #&:II7E
R R ANMEESAE T, TO- 901317 Ty RAW264.7 4Hilu£sid 12 h 5 1%25, O, A F 5 4nluls
ABCA1 E /K, Sue- LLVY- G thie R S A $548 EIReE 1 R AW 264.7 41ifuss T 455 B
3 ALLN 75, falul4niis ABCA1 & (361K L f5 8 IS %, 455 TO- 901317 1 ABCA1 mRNA
iR E T ACERE,, LIS RREBTF AR R, BRE I RERERAMIENE ABCAT EE/KE, THadsE
BB, 58 ERHIEIF ALLN GBS0 G haa 5 S ATl ABCA1 E /KRR, 18 thE TR iy
D5 G, M InisamiaiE ABCA1 & FFEfE.,

KR ZERES A ERAB R A E5E G iR AT

HE4 %S . R543.5;R364 SCHRERIRAD: A

Hypoxia enhances degradation of plasma membrane
ABCAT1 via increased calpain activity "

Xian-gang Mo', Wei Hong?, Lan Wang', Li Zhang', Da-nan Liu’,
Lu—jun Dai*, Jin Jiang®, Shuang-lin Gao’

(1. Comprehensive Ward, the Affiliated Hospital of Guizhou Medical University, Guiyang,
Guizhou 550004, China; 2. Key Laboratory of Medical Molecular Biology, Guizhou Medical
Unwersity, Guiyang, Guizhou 550004, China; 3. Department of Cardiology, 4. Department
of Pathology, the Affiliated Hospital of Guizhou Medical University, Guiyang,
Guizhou 550004, China)

Abstract: Objective To investigate the effect of hypoxia on the degradation of plasma membrane ATP
binding cassette transporter A1 (ABCA1) and its calpain-related mechanism. Methods qRT-PCR was used to
detect ABCA1 mRNA level in RAW264.7 cells stimulated by liver X receptor agonist TO-901317 for 24 h.
Plasma membrane protein was extracted by the biotin labeling method of surface proteins, and membrane ABCA1
protein level was determined by Western blot. Western blot was applied to detect the plasma membrane AB-
CA1 protein level from TO-901317 —treated RAW264.7 cells after 12-h hypoxia (1% O,) treatment in the
presence or absence of Cycloheximide. Furthermore, the calpain activity in the hypoxic cells was assayed by
the method of Suc—-LLVY-aminoluciferin. Finally, plasma membrane ABCA1 protein and calpain activity were
measured in the RAW264.7 cells after intervention with calpain inhibitor ALLN. Results LXR agonist TO-
901317 up-regulated ABCAI mRNA and membrane protein levels. Hypoxia reduced plasma membrane ABCA1

protein in the RAW264.7 cells and increased the calpain activity in the absence or presence of Cyclohex—
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imide. Calpain inhibitor ALLN, in part, reversed the decrease of plasma membrane ABCAIl induced by hy-

poxia. Conclusions Hypoxia might accelerate the degradation of plasma membrane ABCA1 via enhancement of

calpain activity.
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