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kAR, i8iE RT-PCR. Western Blot # B % [ A /&8 X & 4 (scavenger receptor class B type I, SR-B1)%&
CD36 mRNA e & @ Ak, R @ibis O 2627, BT TURI L E G EREMEHT 42
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Lianmeifang drug—containing serum attenuates ox—LDL induced mitochondrial injure in RAW264.7 cells and its
mechanisms
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[Abstract] Objective To investigate the effects of Lianmeifang drug—containing serum on foam cell formation and the
expression of B type I scavenger receptor (SR-B1) and CD36. Methods The ox—LDL was used to induce the foam cell
model in RAW264.7 cell. The morphological change of foam cells was observed by oil red O staining. The levels of
SR-B1 and CD36 mRNA were measured by Real-Time PCR. The expression of SR—-B1 and CD36 were detected by
Western blot. Results Compared with the control group, Lianmeifang drug—containing serum reduced aggregation of
lipid drops in foam cell. Lianmeifang drug—containing serum up-regulated the expression of SR—-B1 mRNA and protein
(P <0.01 or P<0.05), and down-regulate the expression of CD36 mRNA and protein significantly (P <0.01 or P <
0.05) .Conclusion Lianmeifang drug—containing serum can effectively inhibit the formation of foam cells by ox-LDL. Tt
may partially related to regulation of SR — B1 and CD36 expression.
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B2, B Bk AR A AL ( Atherosclerosis, AS) grke) . AN EEA (EFERK) . FAER EA9: 00

DMBEHRE B % T 70 %~80 %L WUAEFE . i 1fi A4
FAVE ORI S, FROE S BB HR IR IR - BiiG
ORI ST RN EZE iR, T AS 25
WHAZME . RS, Hik, 252459158
J7 1 B VM R A U R UMW R 2
AR, MEE. S L4 Al P,
W, NN MRS R BN, EHTGR
J7 AS I IRITRL YT, (A FHUH ERIAH . At
S8R ML 25 ¥R 240 7k, DL s it %, W
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SR B R I FH AT 251 S A S B4R Hh

1 #RE57F=E

1.1 i fdRE SD KR40 H, SPF 4%, Metk, A&k
(200 £20) g, HiJ MR 2SR SLER S P O d
ik, APYFATIES . SCXK(#)2013-0034, 7E] M
B 24 R RO Ml bl 3l B ) SR R S B A e
AES ;. SYXK('#)2013-0014,

1.2 Wk AEEURE AR T (oxidized low density
lipoprotein, ox-LDL) , ZEVFEA%r, #t5 . 20160512;
DMEM, Z£[H Gibicol, #t%5: 8116027; M4 Ifil i
(FBS), 2 [® Gibicol, #it 5 : 1545515; — ¥t :
SR-B1, ZE[ NOVUS Biologicals, #t%5: GR149558-
14; CD36, ZE[E NOVUS Biologicals, #t%5: 1-4; —
$T: Anti-Rabbit IgG, [ Cell Signaling technology,
LS. 4413; W= B-Actin, £ Cell Signaling
technology, #t'5: 4970; HABAFIEE A orpradi,

L3 250l o M s . Oy E L A&
Mo BERE L ILZGEEP AN, TR 25 TR SE
A A RRA ), 2] N B 2 K755 —ilm R BR
FHEHRMOT FAL PG AE , RS (P E 252015
AERRIEK , R I GE T iR A KBRS, ROMBE 55
THE, 1 g TR YT 2.60 g 424, -4 CukFEIR
FAE T

1.4 U 5 JOtE R A RY (KR ABI
Applied Biosystems) ; PCR ¥ ( 3¢ ABI Applied
Biosystems) ; {]'& 2 {55 ( H A Olympus); 2 TIRENE
B AL ( Fip 12 Tecan); 4 Ml %5 37 46 ( 3€ [E Thermo
Scientific) ; Z I HER % 5 B O ML (3£ [F Beckman
coulter) ; Zi7KHL(ZE[E Millipore ) .

1.5 &M Jy % 25 M55 i #F B ICREYE SPF % SD R
40 H, SRAIBEPLEC TR0 4 A, B4 10 2,
SR DT L L R4 (6.09, 3.06, 1.02

RS, 7 d. BRKREEME 10 mL-kg' #H,
HEERRBRA AT, EESHE 1 hE R8Ik
M, =EFE L hANE, ET 4 CHRRAE, 5
2 R HE.OHL4 °C, 3000 remin™, B> 15 min
HBCEZ I, 56 CKiE, 0.22 pm MfLuEs S g s
-80 CHRfERH, SAMEHERSE 1A NE
o

1.6 AR IR K e iyl /N BUIE I B 40 il RAW
264.7 tRIE A H LR A= S Y b S g % . RAW264.7
ML FET 37 °C. 5 % CO, MG FRAA T, A ks
Fe . EBEEE IR 5L DMEM . JA 10 %64 M i
FBS. 1 %W (HERAMEEER), EEMpERE
Ki R0 80 %~90 % /Ay, M 1« 4 Wy Hofl A7 4%
o BOECE R A 240 M R AT 5206, DA ‘B 400 i
AT, FF 12 h HRIRE S, SR IHIG R,
TINASALIMN T X ox~LDL (80 pg-mL™) 557 24 h )5,
HATIREESCIRT, Ry 25 A REAL | BRI (584
R FRW +80 wgemL™ ox—LDL) . 25 [T {5 2H (20 %25
MW +80 g mL" ox—LDL) . % H & 24 I V5 41K .
H R (20 %I S A AR . . SR
+80 pg mL™ ox-LDL) ,

1.7 Jh2L O §efe RAW 264.7 4 1.6 H 985, Ml 4
%o 25 5 W I 25 1 [ 7 30 min, FEHIMZL O 57 & 5
e, fEBAEE TSR,

1.8 Real -time PCR Jj i% £ ] CD36 }: SR -B1
mRNA ik Trizol ¥ B RAW 264.7 41 I &
RNA, Ff R AN 0GB T 2l Sk i, 4%
Invitrogen 1% 4% SR G U W F0 A THA SO 451
37 CHEFE 2 h, 95 C 5 min &1L )W o % Primer
Premier 5.0 #4115 1%0, B TREAFE R
aifk, CD 36 Fiif5|¥: 5'-GAACCTATTGAAGGC-
TTACATCC- 3'; Fiif5|4): 5'-CCCAGTCACTTGTG-
TTTTGAAC-3'. SR-B1 L5 #: 5'-CTCCCAGA-
CATGCTTCCCATA-3"; Fi#5|4) 5'-GTCAGCTTCAT-
GGACCTGCA-3', GAPDH Lii#5|%: 5'-TTTGTCA-
AGCTCATTTCCTGGTATG- 3'; RiE514: 5'-TGGG-
ATAGGGCCTCTCTTGC-3'. PCR & W & # %
Universal SYBR Green Supermix 2 x Utag PCR MASter
VEIIBECH . SOV A 95 CHUAENE 30 s; 95 CAE
M5 s, 57 CiRK /IEA 30 s, 45 MFIR; 60 C ~
95 CH ML 60 so L 10 f5H6EEFFE cDNA 3
153 6 AN R BE A BE bR S, A3 B 3k R
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1.9 Western blot Jj i ¥ll CD36 }; SR-B1 HE 1Y
Kk SESCEONEY, RN 6 414, M5
J e T ACKE N 2R T R, PRI S R . R
2 R HUR 2 MR 53 B B 1.5 mL
TE 14000 r-min™ F 3 T 2.0 15 min, 4 IR
FHE 1.5 mL B, BCA MERIE &=, FEAE
M EFEER 40 e, HEEEBUGTAE 0 B I RO A
GEEHE 4 0 IR, 100 C7AEFE 5 min, 4 C4H.
il & 8 %3 BN 5 %Mk Aa e, FAEHLYK, 400 mA
EEE 100 min, 5 % LR W3R W W E IR B 1 b,
TBST W e RS 3 ¥, FFIK S min, —#T 4 Cubk,

A B

Y,
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D E F

TBST & YA 3 W5 F AH N 9 P = HBEF 1 ho
TBST Ve 3 ¥k, &K 5 min, $ B S E WK%
KRURES, HWAHIRTE PVDF B F, SR T B,
R A FHBE UG ot R 0, DL B- WLl
F(B-actin) N2 8, UMM EAKELSELS
B-actin 1) FLMEAE MAHRT B A T4 10T o

110 Sil* Bl jik  RHI SPSS 20.0 B f4-xt it it
FGEF0T, G5RLL “xxs” Fon, 24lMZERIE
BORA K, U225 EBCR AR R 7 257
Hro

2 #R

2.1 JhEL O et 4T O Yefayk ] LU I8 I
MM E BN, SRER, SRR E
ZLAA g, BB 40 A KL RE . 5
BRI AAR L, A 7 7 24 I35 45 700 e 4L A 21 G iR T
BB/, HuRBES, YERBIAE, TEILA 1,

A 4 BOBURAL; COEMTT 28NS A (4L +ox-LDL 415 D. M7 & 25 M R +ox-LDL 25 E. EMEIT % 2513 il 41 +ox-LDL

415 F. ST & 25 R +ox-LDL 41
E1 HIO%E
Figure 1

2.2 &M & 25 LS *F SR-B1 2 CD36 mRNA # ik
MW W1 s, 525 A b, BRI
25 I MIE 2H SR-B1 (19 mRNA ik &8 B Ih 5,
LERAGIFE N (P<0.01); SHBIA L, %
75 % 25 1% 20 SR-BImRNA 23k =947 81 B 7H i
EFEGHFEL(P<0.01), HIEE—EMRE80e
Fo TGP REL A, BRI ZS (Mg 41 CD36
) mRNA ks B B3, 25 a5 EE L (P<
0.01) ; ST I, HEM L ME4 CD36 1
mRNA FRE NG H BRI, ZRAESIT¥E XL
(P<0.01), W1,

2.3 FEH U7 & 25 Hs 2 SR-B1 J2 CD36 & 114 ik i)
MW 52S o REA bR, R R RN 2 1 i v A
SR-BI My (I RXEYH BN, 2R E5¥E
X(P<0.01); SRR A, AT & 24 L7
FAlE 4] SR-B1 R R A Y B, =5%F

£1 MNEMEME SR-B1. CD36 mMRNA FIERIZN (x £,

n=6)

Table 1

215 Fil SR-B1 CD36

25 1A IR - 1.03 +0.30 1.01 +£0.12
HRERILH - 20208307  2.65+0.11"
25 M2 - 21487847  232x009"
MM EE 609 51.66 +9.18" 1.21 +0.09%

WS LM hARAl  3.06 86.80 £ 12.51%  1.15+0.12*
FEGE 25 I3 R R AL .02 131.63 £25.50%  1.04 +0.06%

e HEE A4, P<0.05, TP<0.01; S A, P<0.05,
#P<0.01,

Gt L (P<0.01), HFfZE 259k B i 7E AL
IR . 55X R e, BRI s
2 CD36 R IR EI B S, ZRA%RIFE XL
(P<0.01), SERIZH AL, M Sehmigit. H.
FRIE AL CD36 MR F1RA BN B EFIN, 256 %
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L (P<0.05, P<0.01), WK 2MME?2,
SR-BI s W s w— — —

36 AR W
Bactin A —————

1 2 3 4 5 6
L 2SR IRAL; 2. BERIAL; 3. 28 UM 4L 4. FEMG O 25 Ik
;5. MM TP AL 6. M 2 I I A 2
B2 &EiEAEShmiEx SR-B1 & CD36 EARIEHEIN
Figure 2

K2 EHEFHNAAMENERMA CD36 & SR-B1 EAX
EHIRME (x5, n=6)

Table 2

451 il SR-B1 CD36
EeERayiE) - 0.35+0.05 0.20 £ 0.03
FERIZ] - 0.73 +0.08" 0.71 +0.05™
75 [ 41 - 0.65+0.07" 0.59 +0.06™
A 2 M AR S 4 6.09 0.78 £0.12 0.46 + 0.08*
A2 N 3.06 1.77 £ 0.10" 0.31 +0.05%
AR 2 L3 v ) A 1.02 2.83 +0.07% 0.23 +0.02%

Vi Sos B LA, P<0.05, TP<0.01; SEEIA I, P<
0.05, #P<0.01,

3 it

B % % N R AR 16 K B AS T4 v AR £ 20 457
MIEAE , AS T2k ™ B e 3 BRA R HE Y 3 KB
Z—o WFERWI, AS Gy B iis e MR m 2k
O I A A P e R, — B G R m 2,
T R A B FE M 4S04 15 2 BAr Y Sk 0 I I 4
FHF, RMBEER AT A4 B, Fo L %
FETTERIE AL, I T MR AL, o5 e R
WTET M LAY 40 % LA E5, 78 AS B9, B4
RIS P9 R A, IR AN B T RIS B Ak
IR, 29IRY7 RRE AS BB £ 205G
S, HATRBMBITIRA Y . bR g%
oK R 4 il 0 o R A LA — e M BEBARE AR, 3T
H T T 2R 2 W T SR R YD, (B R Kk TR
PE BRSOV S RIE R A D B A2
REPFL2EF AN T E S 2 b ST 2
TRIR R 42 i Gl S BE) WMy Ak B ok, 4
ARG, TREZHPEDEE, KAlmeiz
HAT ARG 22, A SR ASARBE 9 SR RE
FE, VIR R BN, M BA Rt
AS YRR, (HELARBLE AT, (50— HEAN

ox—LDL & 35 /K 22 11 )2 S K 4% 0 21 RS 22 43
TEAEY, ox-LDL 55 F W20 it 2 17 i) 375 18 RS2 A 4%
TR ER IR, W A R £ ey S 2 A W D B R A
MR IEAETS, RIEFET IR YN I R T8 I
i, JE R AS BRI AE, XOE AS BRI A0 3R
TS, ARSI 25 R R, & ox-LDL Jil¥ 12 h J5,
Eimgan i & A B R A4k, AR BTl E, B Ay
MR AN . AT TR, 0T B A X
ox—LDL BYFEZHL, RN B/, 2 5] AR
PE, UM )56 ox—LDL 753 (0 40 i kA
I RIVE FHHE T AE S AS B HEE . ox—LDL 3 AS
FEEEA P F I A HKF, Bk F Iz K ) 37
KGRV Y EAL, 22 ox—LDL 52142 1 18 R A2 1A
HET R EBUEIG A9 LDL, B 28118 K24
ox-LDL G i iy 2 Z Ak & 1, L SR-BL HI
CD36 X P AP I M E . SR-B1 J& 0 T 4i it 2 16
() —Fh 2 SR g5 R 1, HOE A T AR I
B BERR AR R EE ) /NG, SR-B1 LA ECAR S, A 47
MHEAZREMESYE, MM SEEEREN
JOEL [T Pt R, 7T L ol 200 L A 90 25 DL [ P o
AT & 45 AP T AS fEFY, 1 CD36 WA 50 %
-60 %1 ox-LDL BN, [ABfi5S CD36 #Y1E [ it
FEE, AN I BEASWT RS (2 HF B v 4 i
IR, APPSR AR, ox-LDL 7S B3 K 41
1 SR-B1 H1 CD36 ) mRNA FI&E (&L= R
W, EMT &g TS, SR-B1 Y SR-B1
mRNA & 1 Rk 1 KA BB, 1M CD36 1Y
mRNA FIE IF A WAL, PR EM I Hiik
YT B A AL AT RE i A 9 SR-B1 A1 E CD36
A K AWEFEEE AT SRy Ay I R FH B A 5 56
Bas, I I AR AR . (R T AR
AWFFEEA L1 1L It iR, R A 1R
LRl AU TR, WRBLA VG 25RILE, 1A
TR HAT R M M558, 25
REMS R B IEE FH 7 X BL ARG o A IR 4l () ik — 2
EAWFFT
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