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B «B il Sortilin f&#E s THP-1 BvEGNAR IR IAfL

SRE, wHT, shmE, 73, BRER, 7K, 8, TER, BIEX
(% k%E%Fmr)ﬂfﬁwl%iﬁl:%ﬁﬁmfr ) BT 421001)

[%gE] Sorilin; HE-F «B; Ew@mis, BHAEER, wEkk

(& E] HE HKAEBETF «B(NF-kB)ZFill i 45 %% G Sortilin % a1 #7 5 THP-1 E * 4@ 6L Aig JT A Fo 780 K
f, FiE  NF-kB #EF PMA 24550249 4) 7 PDTC % F 47 8§ THP-1 E v &8 i, qRT-PCR # M Sortilin mRNA
K-, Western blot ;M"J Sortilin f‘&é%ui s PLEAT g THP-1 B #% 29 B8 Sortilin F) B Jr N PMA 7 , A0 A 12 B B 370 b AT
AR MR R BN AR R A BT HRRAMMEEERN ORI EEA RN B O LERw, &R PMABE
A P24 fi5 THP-1 E % 48 )G Sortilin mRNA K -F & %& & & ik LB, PDTC # F & 2 Sortilin mRNA K -F & & & &k
TR PMA % & 2247 s THP-1 E 240 6 1 8 A R D, IS & BRARE 3 m 00 K dm AT s A 8] # PMA 5 Sor-
tilin shRNA 34225 I N IS A B3 % SN IS TG BAEERE , O RMEH R L7, &4i8 NF-«B @2t
Sortilin & iA , 53¢ B v4 20 i, A g iR B 247, BN RS R B ARAR A | MK e B V6L K 4m BT A
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NF-kB regulates Sortilin expression to promote the transformation of lipid-laden

THP-1 macrophage to foam cell

GAO Anbo, PENG Tianhong, ZHONG Liyuan, SUN Sha, CHEN Xi, WAN Wei, XIE Wei, LI Suyun, LV Yuncheng

( Clinical Anatomy & Reproductive Medicine Application Institute, School of Medicine , University of South China, Hengyang,
Hunan 421001, China)
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[ ABSTRACT] Aim To explore whether nuclear factor kappa B ( NF-kB) manipulates Sortilin expression to regulate
lipid metabolisms and foam cell formation of lipid-laden THP-1 macrophage. Methods The levels of Sortilin mRNA
and protein were detected by quantitative real-time PCR (qRT-PCR) and Western blot in lipid-laden THP-1 macrophage
incubated with NF-kB activator phorbol-12-myristate-13-acetate (PMA) or its specific inhibitor ammonium pyrrolidinedi-
thiocarbamate (PDTC). Under the lipid-laden THP-1 macrophage treated with Sortilin shRNA and together with PMA
cholesterol efflux from macrophage was measured by liquid scintillation counting apparatus, intracellular lipid contents were
detected by high performance liquid chromatography, and the intracellular lipid droplets were stained with oil red O.
Results PMA treatment increased the levels of Sortilin mRNA and protein in lipid-laden THP-1 macrophage, whereas
PDTC incubation decreased macrophage Sortilin expression. When lipid-laden THP-1 macrophage was treated with PMA
alone, the cholesterol efflux of macrophages was reduced, the intracellular lipid accumulation was increased, and foam cell
formation was increased. Reversely, the cholesterol efflux of lipid-laden macrophage was increased, the intracellular lipid
accumulation was decreased, and foam cell formation was reduced under the treatment with Sortilin shRNA and supplemen-
ted with PMA. Conclusion NF-kB promotes Sortilin expression to inhibit the cholesterol efflux from lipid-laden mac-

rophage and accelerates the accumulation of intracellular lipid and the formation of foam cell.

ZPKKAEREAL (atherosclerosis, As) FUPRRIA:  PRIGIRAANIE AN 32 ZORRAE , b 5 I 2 Ja Jig 54
PO IR BT T S Bk B MTE i i i ERAL AT BRI R 40 M ITE As & SR pERE P

[ EH]  2018-03-16 [fEEIEHA] 2018-04-16

[(BE&WmB] EXREARREES (81770460) ; M KE M #1R A T AU 4 21810 J5 564> (SHRF4144) i O TR 242 4
A KRR H (2017KJ268 2017KJ182) ; i fE 2T+ 3 3 ¥ 4 (2014XQD37)

[MEERN] S, LR WE5E 7 180 s KR RETE AL (4955 B B B9 2# , E-mail °A 513904562@ qq.com, IF1EH Bz
B, T BB BT A S 0T, 5 T 1 A S0 ko 88 Ak 14 TR B & 527, E-mail 2 anthony0723@ 163.com,



CN 43-1262/R " [E s fikalifb 44 it 2018 4F55 26 #5575 7 # 667

FEAEH UL, R E A0S 5 AR
TR b AR AE TG 23— BIL I X 400 ) 1 1o 200 B v
WAL As kAR REAEAEER XS L
IR Rg A Qs 8 42 I 73 P 85 11 Sortilin 76 FL W 4
R fig BRI B 0L LA K As 1Y & A & i et i v it 3] B
WAEHEM . EWNIME R, BRI Sortilin
RS Z I AR 3k PR () 8 S5 Ui fE , & 51k
5 WG 00 16 P i o 5 AR 3 94 U 200 e G, AT £
HE As i (B B FEXTH 3R I8 JE 4 1 L H) R0 2z EE
/ST K I kB (nuclear factor kappaB, NF-kB)
TEE RN AR B A As 1% R R R R R
TR NF-kB #0065 5% 0 A B W20 4% , 8
AT H N AR B G R Y Rk SR E
W 240 6 i o X1 3 L, e e VR A M T i, IS
5 As HEAEB RS TESESTY . AU
i ll§ THP-1 [ 40 i Ry BF 58 % 42, 1 e W8 T i
NF-kB J& % faf i THP-1 [ W20 g Sortilin 3k 1Y 5
M, i —25 0% NF-kB IH-UTER Sortilin J5 , 43 #7 NF-
kB 38 1d Sortilin MR faf i THP-1 [ 6 41 i A4 L [ e
it R IR BT 5 o, R0 NF-kB X Sortilin 223K 11
WFEHLE, 0048 B NF-kB i Sortilin {1 3 F 1
A YRR B R

1 #RFFEE

L1 EZ#H

BA L (THP-1) W 7 £ EE X E A Ed 0
(ATCC) ; ## ¥ B ( phorbol myristate acetate, PMA ) £1
ok g o — R & A OB £ (ammonium pyrrolidinedi-
thiocarbamate ,PDTC) ¥ B Sigma 2 7 ; {& N % & M
F L% B RPMI1640 3 75 2 W B Solarbio F # R
ovE] B AL ER % 8 & A (oxidized low-density lip-
oprotein, ox-LDL) 1 B Jt 3 ¥ & A& 4 /A F ; Sortilin
HiAR W B Abcam 2 7 ; NF-kB/p65 01K W B Cell
Signaling Technology ( CST) /A &, B-actin #1114 ¥ &
{4 4 4% £ 47 ; Sortilin shRNA 1 riboFECTTM CP #% %t
WA B N TR LN,
1.2 RS a8

J 52 48 35 2 (10% i 4F i 7% +90% RPMI1640
B ) # B 3% 5 THP-1 4 8T 37 °C 5%C0, %
£ %, 160 nmol/L PMA T 4 & 52 4o 7 ## & 15 %
THP-1 % ffl 24 h, & 3 o0k B vk 28 0, 8 7 2k &
HEx PMA JF 4 7 2 5 5 5, B B fr A 50 mg/L
ox-LDL % & 48 h, (& {# THP-1 E # 41 Ji #7 flg i
THP-1 Jf M 78 K 40 0 J& & A o

1.3 Sortilin shRNA %

% BB E R A& R E B P8 (national center for
biotechnology information, NCBI) Y% 3% #) Sortilin £
7% (Gene 1D:6272) ,#% 1T A Sortilin #£ F By 48 & -
RNA ( short hairpin RNA, shRNA) 7 7]  5'-GAG-
GCATTGTCTATTCCAA-3', /A riboFECTTM CP %% %
K shRNA #2 % % 77 flg THP-1 B 4 28 j (2% 10°
4He/FL) B e I A 50 nmol/L, = % % 1 4 4
WA & UL R AR,

1.4 A% IEE PCR 87l Sortilin mRNA

WS LI A 3R JF 4 AE, T 3 BB Trizol R A &
(Mg LA TAE) Y HRIE RNA,RNA & Z
PLES LR EITE N E 3 0k, B K % JE (optical
density, 0D)260 nm/280 nm /F 1.8~2.1 t#E A F
T R % 3 4 B E % DNA ( complementary DNA, cD-
NA), BT & 5l 13 ¥ Primer 5.0 %\Ti‘&ﬁ', FHE
(Takara) 4 4 22 8 $E4T 4 K, Sortilin 7| 4 1E 4 4
5'-GGGGACCAAACAACATCATC-3', & X 4 % 5'-
AAGGGCTCATGACCACAGTC-3',PCR ¥ 4 7= 4 ¥ /&
458 bp; B-actin 3| 4 IE L 4% % 5'-TCAGGTCATCAC-
TATCGGCAAT-3", & X 4% Y 5'-AAAGAAAGGGTGTA-
AAACG CA-3',PCR 9 ¥ =41 K J& 5 432 bp, K&
& PCR 447 ™ #4% B SYBR Green % X & &% 7
EHVLHSEAT, L A .94 CEE WA M S min,
94 CA M 455,62 CR K 305,72 CI# 30 s, 3
40 MEIR , % R MR AE Sortilin F7 B-actin 89 B 18 ( Ct
8, LA 274 kAT 2 F A Atk kAT, 1 Sor-
tilin mRNA #y % 3£ AT,

1.5 Western blot #ll Sortilin & AFRIX

WAL 5 8 L, im N E B RIPA SR (10 B
BT £ nd),k EZEME30 mn 5T 4 C,
12000 r/min %% 10 min, R Y L& ,4 : 1 A
EHZRR(OS)(E LEZ T RENRHARAL
8),100 C % A & # 10 min, -20 C A & % A .
0%+ W ERBRN-RREB LB RTEELH,
8 JE 80 V #.3% 30 min & # £ & 120 V H# % 60 min;
W, Uk 52 5 B AR AE Marker B R, W1 BUAE ML R A SR AT 8
fELIEJE 13 V #% 0.45 pm B R — & 2% B 3k fE 45
min, HFRE A 2 h, RIEME—H(1 : 2000)4 C
# 8 h,TBST E ik 3 )k, 4 K 10 min, #H AR T & . 4
B AR AT 8 FHE =40 (1 2 1000) £ & 1 h, TBST
E P35k, Tanon MP X F HH# KB B W& A KA
SEAMAYEG, HENEALATLTEEAE N
HAEXT AT E B,
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1.6 AR IR KR 500 #6 i BE ) RE [ B2

PMA & THP-1 % 5 2 i 4 E o 4 f0 )5, Ao
50 mg/L ox-LDL #1 1 wCi/L [*H] fE [ B ) 8
2h % 9 3% ( phosphate buffered solution, PBS) 7t i J&
W s frit 8 h B faERE AT A2
o/L vk B 7% @ th RPMIL640 35 -+ 24 h, &
BAPBS HALEMAME T 10mg/LEEA A
I (apolipoprotein A I, ApoA 1) & %7 & 5 75 2 & i
FEF12h, BEAAMARACH] EEE S EAT
IR 3T 3 A L, B 35 3% 3 4 49 0 18 2K (counts per
minute, CPM ) 4 L % CPM ( ¥ % 7 CPM + 41 2
CPM) , 7 A 100% % % 7~ 2 [ B8 B0 3
17 SREEGELNENEERESSE

& 21 4B Am N 50 mg/L ox-LDL 5 % 48 h 4T fls
PRt ERE R Eain, EvRAR N ERRE
(total cholesterol, TC) 7K F i & JE [E B (free choles-
terol, FC) 7 “F fn fE [ B B4 ( cholesterol ester, CE) 7k
2K A B 2 A8 3 (high performance liquid chro-
matography, HPLC) # ATl & , &5 R U N 5 & A K
LGRS ER, P EEE RS & EEE
i HAE
1.8 ML O 8

¥ THP-1 M TR ALW AR EZH M6
FUAR 1 b ik R o K 4 BEAT FiE B SR 5
J& ,PBS kA1 3 K ,4% % R T EEE € 4 10
min, PBS 3 % 1~2 min, i £ O T/ERE I8 3 & 20
min, M EHFAREE2 R, FAR(WE LEZR
RAEYFBARAE) $H 10 min J5 £ & FAF K
5~7 min,0.5% #h B 8 At o 0 DLE KR JE
EAOFEMGE TR R, By & a6 Bl
e, e E N A,
1.9 SHitFESR

PLEBT A S8 E A 3 0k, SPSS22.0 4t
P 27 52 B8 BT 45 3048 O R wes R7, R A 4L 1A 1
BB 7 2 0 BOW W L BBY LSD- AR B HEAT 24T
P<0.05 A% 27 H B #H %,

2 % X

2.1 NF-«B 3t 57§ THP-1 E WA A Sortilin mRNA
K F R R0

J WL EE NF-xB J2& 15 52 Wi THP-1 I 40 i
Sortilin mRNA [ 7K 3, ¥ THP-1 F I 40 f 534 3
2l : Control 4 A 10 wL. DMSO; PMA 41. il A 50
pg/L PMA;PDTC 4. iInA 50 pmol/L PDTC , 0¥

AEFE 24 h, qRT-PCR 4R 875, 5 Control ZHAHLL,
PMA 25 20 i Sortilin mRNA [ 7K 5 B & T &5
PDTC 4H E W4 Sortilin mRNA 17K - 1) B 5 A%
(1) ,#4/~ NF-«B 7] & THP-1 F W40 Sortilin
mRNA 7K,

Sortilin Relative mRNA Level

Control4H

PMAZE PDTCé#H

1. F%i NF-«B /5 THP-1 EIE 4 i Sortilin mRNA 7k
H‘Jg'ﬂﬁ ah P<0.05, 55 Control 4 M55,
Figure 1. Alterations of Sortilin mRNA levels in THP-1

macrophage under the intervention of NF-xB

2.2 NF-«B 3757 B§ THP-1 E A8 Sortilin EA R
b2 :abA1 |

SE A A “ 255 2,17, AbBE 24 h J5, Western
blot Z5 21 | 5 Control ZHAH L, PMA £H W 41 ifg
Sortilin £ [ /%9 2% ik B i 34 1, PDTC 4 B Wit 41 j
Sortilin £ [ YA W] W FEAK (K 2) , #2755 NF-«B ]
98 THP-1 B WEAIMY Sortilin & A9 IA

1 2 3
Sortilin | s— S - o5 (Da

P -actin | — o 2 kDa
1.5

1.0

Sortilin Relative Protein Level

05
a
0.0
Control4H PMAZH PDTC4H
2. i NF-«B J§ THP-1 E B4 if Sortilin B B RiEH
Tk 1 34 Control 2,2 3 PMA 4,3 Jy PDTC H, a N P<

0.05, 5 Control 41045,
Figure 2. Alterations of Sortilin protein levels in THP-1

macrophage under the intervention of NF-kB
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2.3 NF-«B @it Sortilin XF a1 fi§ THP-1 B & 48 A g
JRAR B R

55 3R W], NF-«B A] 38 o #0 ] THP-1 B 1 4 i
PO R 3 1, M AR B P IR R B T MR SE
NF-kB J& 753813 Sortilin 520 faf i THP-1 I 41 g
RS BRU H KAi IS THP-1 B W20 14> 5 40 : Con-
trol Z: /I A 2 wL DMSO; Scramble shRNA #H . % 4%
Scramble shRNA; Sortilin shRNA 4. # %% Sortilin
shRNA ; PMA+Sortilin shRNA 41 . /il A 50 pg/L PMA
FFHE Y4 Sortilin shRNA ; PMA 4. /LA 50 wg/L PMA
Western blot 45 3£ 0, 5 Control 2H #H I, Sortilin
shRNA 2 Sortilin B9 & 13250 W FEAIK; 5 PMA 41
AH L, PMA +Sortilin shRNA 4 Sortilin 175 1 A1
TR BRI Sortilin ik (K 3) , 41
A4 [E) B A 50 mg/L ox-LDL 1 1 wCi/L[ H]
NGl TS T I O e S 7 i G = o ey
10 mg/L ApoA I By¥EFRIEP BEE 12 h J5 841 i
FREFE WL, WA TN R T B AT A A Al &35 R 3%
B, 5 Control ZHAH ., Sortilin shRNA 4 5 W 28 fifg iH
P B 1 IH S8 22 PMA 2 5 v 4 i L I 3+ A
W 5 PMA 414 HE, PMA +Sortilin shRNA 4
I 24 L JIEL 1 s 3 1 0 B 8 3% 22 0 $OR NF-xB I3
i Sortilin #H] THP-1 E W40 NG B H | A€ 3 i
WIRBTE (& 4) .

1 2 3 4 5
sori | o; (-

B -actin §

1.5

1.0

0.5

Sortilin Relative Protein Level

0.0

B 3. #i& NF-«xB 3 il B Sortilin 3t THP-1 E & £ A1
Sortilin & B 3 1% #Y & i 1 4 Control #H,2 A Scramble
shRNA #H,3 4 Sortilin shRNA 41,4 & PMA+Sortilin shRNA 1,5 &
PMA 41, a}y P<0.05, 5 Control 41 [£%¢;b Jy P<0.05, 5 PMA 41
H#,

Figure 3. Alterations of Sortilin protein levels in THP-1

macrophage under NF-kB activation and Sortilin silence

N
[=]
1

-
6]
T

[¢)]
T

Cholesterol Efflux(%)
>

0

1 2 3 4 5
4. #5E NF-kB F£5 Bk Sortilin Xt THP-1 E I 28 Bf1 fB &

Ezim H B9S2 0m 1 2} Control 41,2 & Scramble shRNA 2,3 iy
Sortilin shRNA 2l ,4 & PMA+Sortilin shRNA 2,5 H PMA 4, a J P
<0.05, % Control Z1LL45% ;b 2y P<0.05, 55 PMA 41Lb4,

Figure 4. Alterations of Sortilin-mediated cholesterol efflux

in macrophage under NF-kB activation and Sortilin silence

2.4 NF-«B i83iZ Sortilin Xt farf§ THP-1 B W& 28 B B
REEMFI

SIS AYH R G5 2.3 &AM AT B 50
mg/L ox-LDL ¥ 5 48 h J5 #4178 i i Hh 525, >k H
HPLC A0 Fir e £ 20 B Py JIE [ et 1 15 i, 45 2R 0
7,5 Control 414, Sortilin shRNA 21 F 4 41 fifd (N
TC .FC Fl CE B 5B Wi/, i PMA 20 25 58 W AH
;5 PMA 4H4H ., PMA +Sortilin shRNA 2H F W 41
MY TC F1 CE (7 & B B (£ 1) o X EEHUE
JESZ NF-kB AJ 3833 Sortilin 3 /i1 THP-1 i Ik 40 ifa 14
IR [ e i (2R PR P AR B A R

% 1. 37 NF-xB 2k Sortilin X{ 7575 THP-1 E 40 A (5
FEEIEE & BRI (n=3)

Table 1. Alterations of cholesterol contents in lipid-laden
THP-1 macrophage under NF-kB activation and Sortilin si-

lence (n=3)

A @ TC FC CE CE/TC
(mg/g protein) (mg/g protein) (mg/g protein) (%)

Control 41 345.86+21.65 159.27+17.33 186.59+16.39 53.95

S}‘l:ﬁljﬂ 346.09+20.41 160.86+16.52 185.2317.18 53.52

Sortilin

GRNA 4L 32647E18.79% 156.00x14.92° 170.38216.36" 52.19

PMA +Sortilin b b

GRNA 4L 3615021330 17L83x15.58 189.67218.45" 52.47

PMA 41 380.8220.56" 176.09+14.71° 204.73+17.54* 53.76

a i P<0.05,5 Control 41 lb#¢;b 2 P<0.05,5 PMA 4 Hb#

2.5 NF-kB @it Sortilin Xt 57 i§ THP-1 B K40 A
B it B 22 i

TR F SR 2,37 AL AIA 50
mg/L ox-LDL ¥ 5 48 h J5 347 IR B i 5246, >k H
MLL O B A BN ARSI, 25K, 5
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Control ZHAH H, PMA 21 5 105 41 B P9 i i IE K, 280
W Z  THP-1 Mg 4 M 9K £k W &, 1 Sortilin
shRNA £ [ g4t Jf L P i ik 932 /N, B0 /0, THP-1
W40 9 IR AL B 0 5 55 PMA 4 AH L, PMA +

Sortilin shRNA £H 5. Iz 241 i A 1A i ¥ 922 /), 0 o ik
> THP-1 B REAN MR AL 0 (B 5) . 45 R UESKE
NF-kB A i i Sortilin 42 #F i P4 g T & AL, ik
THP-1 E W20 i IR AL e

5. 7& NF-xB FiL 2k Sortilin 31757 f§ THP-1 B I 28 A1 [} B 7 B9 540 ( 40 )

tilin shRNA 41,D 2 PMA+Sortilin shRNA 41,E >4 PMA 41,

A "N Control 41 ,B A Scramble shRNA ZH ,C 4 Sor-

Figure 5. Alterations of lipid droplets in THP-1 macrophage under NF-kB activation and Sortilin silence (40x)

I3 200 i A o 3 35 6L 2 A7 0 K 400 B O o
T As B LR EERNEY ) BRIk
0 P T BT 4% F I 4 A DT 8 S o IR [T e
7T JH L PR DL T et g 3t 118 52 B ST 3 — 25 TR As (1)
PERRNON AT L B, BTG NF-«B Rl I & 1
8 THP-1 F W40 Sortilin B #3552, i il NF-
kB RESPEMGI ] PDTC W BA 2 F 8 THP-1 F W40
Jfl Sortilin 138 ; HF—LARFEIE NF-xB fi#F B I
Y g 5 & B ML & B, NF-kB 7] 3 52 Sortilin 17
il 5 200 L Py O T 2 3 o, DT 2 TR R g O
B0 v R 0 A A T

YENHEAL 73 F5 ] F 10 ( vacuolar protein sorting
10, Vps10p) 2532 ARG T ) — 51, Sortilin 2 5
E w2 M s SRR 01 5 As 19 & Ak R 2 D) AH
K, Patel FF LI, ERRAK A R AR 1 52 /& (LDL-
receptor, LDLR) 1 As 574 B[R] B @ B% Sortilin, H:

FREARAE N TC % i B 28% , FC A CE 439 T %
25%J% 32% ., BhAETD LB, i Fik THP-1 H Vg4
Sortilin J& FT il L I 41 i A i 5 0 4, 418 2F B P g
JO S AT W AN PR A R R, TS R R E
FELE AN — W2 A WS S NF-«B, K ILE
W2 A Sortilin F XA 8 T =y, HLAA B Wee 4 e B
[T & BRI 0 R TR A B 4 . i — 220 NF-xB
FFFIBFILER Sortilin J5 , FATTiA & THP-1 E M4
JOFL [ 3 B S, B P B o S B R R b AR
T RRA , LB Sortilin 7 NF-«B {2 7F F W20 i i Ikt
B R — i LA L R b R P AR
AR W, 1A N i oA QI o R 4R R 1
Sortilin 52 %] 2 flt [H F () /™ 2 4 #55 . Zhang 41 R
FH microRNA-182 AU 47 3] 3 it 45 F- ¥ UL 200 i & 20
Sortilin 2 125 B B0, Li 2500 % SRR S v
il 19 = 2R 3 I OG5 FE 1 A 19k UL B9 ( phos-
phoinositide 3-kinase, PI3K) %1k /5 BB 41 A Sortilin
B F AR TR B R R i AE S0 2R RS B
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(protein kinase B, AKT)BEfR1b)5 , BENT 4 A Sortilin
HE A ERIA R B T R (H 7R 3 S S B0 A 5
i Sortilin mRNA 7K F Jf J& B & A 1k, % &
microRNA-182 PI3K K AKT Y7855 5% J5 /K - 14 ¥
Sortilin ik, MAMIE &I NF-xB AL 7 F 1
YA Sortilin & Yk , HLBH 2 3 Sortilin mRNA
IRV NF-kB 1R A] G822 06 J5 # 6 A#%, 55 Sortilin
LR 05 B s 5 bR A SRR R RS A
AR K SR 7 Sortilin B3k, #A S2EGBF 5T
KI NF-kB 1E5: 5K F LR iR THP-1 4 24
Sortilin 34 , DT 3 35 J1H [ Bt 37t i 52 490, B N i Joi
B R BE IR 717 I I A e v TR AR R

I 290 6 0 o G 36 1 2 A8 7 96 K 40 A TR B
A AR E YR, Rt (2 R B BT A2
7 B g4 AR B AR A A DGR, % As Y BHTR U H:
FEA W 20 R A T LA R Y AR
W5 KB NF-kB 738 332 JE Sortilin A9 3K AP
il THP-1 E W 40 i AR B s e ik 4k, x5 5
Horh BARE 3B, AT THEN A 72 WIS D7 T 4 W]
Betk, — A S & B NF-kB 8 2 i #F Sortilin
IR DAY ] 1 Wk 4 B B T3 e o R 9 K A i
TR, T 3R Sortilin 42 75 18 4xF 5% i) B Ik 241 fift 5%
B H SR IR A R s IR A1/GL (ATP-
binding cassette transporter A1/G1, ABCA1/G1) 5% B
2 | R 18 R 3Z 1K (scavenger receptor class B type
[, SR-B 1) &4l i 40 B o ot o0 A itk — 20
W5 5B —TJ5 T Sortilin A] BEAE FE 1 41 Al 45
BUIH B SE RS i . Patel 251 & 30 B 40 il Sortilin
A BRI A LDL 4 i v 40 i i o 25 AR, )
HWIRAMIE R, HiX — 3 B AKE T LDLR LUK E
W 2ANAE SR IARE ] . ABFFEALRIEARTT T NF-
kB X Sortilin & 1k AP ML, I 4020 W] T NF-
kB i1 Sortilin fiE #F F AN N AE B & L, X F NF-
kB AL Sortilin A0 W5 200 it JIEL 11 e 3 o4 f) R4 3
FHUHIA R — DR

M2 AR SCHT T NF-kB i i Sortilin X EL W 4
JRLE BAR AR ] . NF-kB £ JE Sortilin 35,
T 5 5 200 L P i o 3t B 52 4000, L PN g o o AR
TR VLR 20 FRLTE O 3, BT AR SRV DL S
WBHRDT NF-kB 184 Sortilin XF As ZHIRR 145 5% 4
149 Ji S5 190 AR RN B ke e AR 52 e, DL 3 — 20 PE A
NF-kB 33 Sortilin XK P As i 28 7 F (1 52 il , Ky
078 RE R s BRPE DR T F00RT As P00 1048 52 0%
B TR SR AT BN TT R
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