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HE. B WEAAKE B A% 9 (Oxidized Low-Density Lipoprotein, ox—LDL)%} & 48 i, (Mesangial Cells,
MCs) 3k XJEN R ety Foa, StAR@mL ST AN FRK-FERAFRIGERANE, HiE RAKFEZESH A0
AT AR e ok, AR F R oA T4, B EF R4, DMEM-F12 32 7%& ; ox-LDL 4.
DMEM-F12 3#7%#& +ox-LDL (100 pg-mL™) ; ox-LDL+#ALH-F %4k (CXCR6)ZL: DMEM-F12 3% 7% & +ox-LDL
(100 pg mL™")+CXCR6; B B ZAKKE . DMEM-F12 3 % & +ox-LDL(100 wg-mL™)+'§ & ZAKK E 425 f
H; OFEZZREM. DMEM-FI12 3252 #& +ox-LDL(100 pg mL™)+ B B 2 &R E A ik, FiaKa TR
JEt0 . DMEM-F12 3&5c& +ox-LDL (100 wg:mL™)+FT36XA47T (50 pmol-L7); T HAXALIT HK 4. DMEM-
F12 3 %% +ox-LDL(100 g mL™) )+ #4477 (100 wmol - L), YA E & 2AAF RIS 24 h B E & msmfp % b
k., TR E R 6k, oA ELISA &, RT- RCR 4= Western blot x4 #4L B - Beik 16
(CXCL16). #if X %4k-B(CD36) . T E—y(IFN—y). & @@ ih-ZE-6(11- 6). MR E F-a( TNF-a) K H K
FhEasE, &R AA ox-LDL (100 pg-mL™"))#F X K & B2 i3 75 5+ ;e X CXCR6 1R JE, CXCL16.
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Abstract : Objective

inflammatory cytokines in mesangial cells (MCs) and to clarify the therapeutic mechanism of Shenkangling at the level

To observe the effect of oxidized low density lipoprotein (ox—LDL) on the secretion of

of cellular molecular biology. Methods Shenkangling—containing serum (SCS) was obtained from Sprague—Dawley rats
which were administered Shenkangling. DMEM-F12 culture fluid was used as the basic medium for the culture of MCs
(normal control group) , and then according to the grouping, 100 pg/mL of ox-LDL, 100 pg/mL of ox-LDL+
CXCR6, 100 pg/mL of ox-LDL+low—dose SCS, 100 pg/mL of ox—LDL+high—dose SCS, 100 pwg/mL of
ox—LDL+atorvastatin 50 wmol/L, 100 wg/mL of ox-LDL+atorvastatin 100 pmol/L. were added separately, namely
ox—LDL group, CXCR6 group, low—dose SCS group, high—dose SCS group, low—dose atorvastatin group, and
high—dose atorvastatin group. After culturing for 24h, the MCs and MCs supernatant were collected. The cell culture
repeated for 6 times. Expression levels of CXCL16, CD36, IFN-vy, IL-6, TNF-a mRNA and protein in MCs were
CXCL16, CD36, IFN-+vy, IL-6 and TNF-a

mRNA expression levels were increased obviously in CXCR6 group, and SCS could counteract the expression levels in

detected by RT-PCR and Western blotting, respectively. Results

a dose—dependent manner (P < 0.05). Conclusion
CXCL16, CD36, IFN-+vy, IL-6, and TNF-o in mesangial cells mediated by CXCR6, and Shenkangling has

protective effect for the function of MCs through inhibiting the release of inflammatory cytokines.

ox—LDL may promote the release of inflammatory mediators of

Keywords: Shenkangling; Mesangial cells; Oxidized low—density lipoprotein; CXCL16; CD36

Jiit & M ' 99 25 A AiE (Primary Nephrotic Syndrome,
PNS)J2 LR ULEY B /NERBR!Y, A WO B R
FEE R LSO AERE . LITEIN /L PNS i Sk
IR, HURUMNEE R N2 I, AT
R, REFMEAR R PNS BILAFE TRl R
BEAEPE R NER B R L Rk BB PR /N ER B R
RS A B /INER R AR 48 o i/ L PNS FE
25 T B IS T 3 B A A TR R T 1 AR I A i
(Mesangial Cells, MCs)3§4:FRMRHETTIE 2 . H 1k
1% % B2 8 25 H (Oxidized Low—-Density Lipoprotein, ox—
LDL) Al SjZmafi )2 s, DURRT B Mk 4 20
B, AR RS R T, G 1E MCs A=
AN AMETIIR, NI BB /DR 4efe, H 275
RARWIE B, I, ox—LDL Bk & B IEH

P A T, B /NERBE AL 2 /N L PNS T
JEMEE R ERZ —, i MCs 3455 M IE S PNS
B LB /INERBE Ak 1) 0 1k 30 Jr 2 X i PR 2 7 i e 11
KA

AAFFE 1 WL ox—LDL % MCs MW 48 E AT
LR FEA 16(CXCL16) ., JiiE K32 1A-B(CD36) .
T E-y(IFN-y) . FHHMA R -6(IL-6) . iR
FEHF—a (TNF-a) ISR, I 0 H 45 B 0 25 5
SRR AT, AN A>T A 925 A B R R
T PNS WVEFBLEL, 4 im0 L PNS [l RYT AL
FVE R IAYT /)L PNS (411 R R B8 2 B
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W 26 B S FE W A AE I (ATCC) o il B SD K KR
50 H, 2~3 Ay, TR 200~300 g, At B
W3 sh Wy S g A R A R4, S G A% IE S
SCXK(3")2007-0005

1.2 Z5ih. R AEE  ERERGIE: WK 30g, &
HWE 15, IWZEH 9 g, hZh 12 g, IKE 9 g, 4HFt
K15 g, =19 g%, R, U8, B0, WaFEA
W43 ) AR 1.5 g-mL”, WRWKIE 3.0 g-mL™,
P i A Y s 2 R B T N R B e o ) = 2 . BT
eyl , € E M E A E, #5: J201100610,
DMEM-F12 ¥53% 3k | JR4R MW . 0.25 %k, EE
GIBCO A vl ; NAAMMEENRE A, [ AbD
Serotec /A F 3 ELISA 5] &, w849 T 72
HIRAF; CXCL16, #it%: EKO0165, CD36, b5 :
EK0284, IFN —y, #lt*5: EK0375, IL-6, #t 5 :
EK0412, TNF-«, #t%5: EK0527, TRIZOL , &M In-
vitrogen /A F] ; CXCL16 antibody (FG12). CD36 anti-
body (H-300), 3%[E Santa Cruz Biotechnology 7\ F ;
PCR T FH5 149 1 26 [ Invitrogen 23 74 . DENLEY
DRAGON Wellscan MK 3 FIfEHR{ . Wellwash 4 MK2 74
VEARML, 2522 Thermo AF]; PTC=225 Peltier Thermal cy—
cler # PCR {¥, MJ Research Inc., Waltham, Mas—
sachusetts; CFX-96 %Yt E & PCR 1%, 3 [E BIO-
RAD A H]; Waters 2695 =R AR G, S EIR Y
Wrvw],

1.3 WHER S MiE M HLSD K 50 K, #& iR
PR 5y IR B 7325 (2 10 H, B R R AR
WREAL(15 gk ) FIEIRELL(30 g kg )45 20 H, i
B, SHNANTHEEEHIKES, 82K,
HLETd, 7 dJE, HEGREALLAAH 2 HR B 2 1
THREE o AR B 25 M VSR BE G oL, B 45 2 e (]
214 d 21 do FERIRZGZS 2 h 5 CBERREE, HE
hKEIML, 4 CHEE 4 h, 3500 remin™ . > 10 min,
K. HUE. 3%, 20 CIRfE,

1.4 250 v BOR AR MNE B ARIEE R I
HHEA 3 mL, T 37 CHEE/K I R B AR, mS5 %
HIEERIIEN, -4 °C, 12000 remin™ .0 10 min,
GRS ATEA LIS T Z&E 1, B’ 700 L
HATREAAEIU(SPE), 28061k, ZRIRKUERE . ke, ik
VEFVGEIS , R FBEZS 21k (ESD =i 4T HPLC
Rl 3 SR . BiA% FEIu . 100~1500 m/z.
BB 7R, BMEHEIE297 kV, #EfLHEE 70.00
Vi AR BAAE R 2.50 kv, HEfLH R

50.00 V. 2K Masslynx 4.00 # 4 (Waters 2y m] #241t)
AEFRAN AT - il sk LI AT R, I A b
T AR AR A 1L

1.5 ZEEAEMET R MCs HREEFR T 10 % I
Ifi. 7% (fetal bovine serum, FBS)F1 DMEM-F12(dulbc—
co’s modified eagle’s medium/nutrient mixture F —12
ham's) 53R, BT 37 C. 5 %CO, WA H e,
2~4 d AL 1k, B 4~6 AR T E 0505,
1.6 MTT ik MCs 5% HBEREHIESIN
MCs 0T 96 fLtRk T, BALIAFR 150 wLo 433mA
6.25, 12.5, 25, 50, 100 wg-mL" ANFHE R ox-LDL
i, H53% 24, 48, 72h, BN 3 NEFL, ER
SR 3. BiFE 24 h G, BRI IR LAY R SR
W, FHTCHMLE SR WOEGE 1k, BALMA 0.5 mg- mL”
MTTAWE 200 wL, ARZFE 30 min JEZ IRRFE, /MO
WAL EE SR LW . BFLINA 200 wL i DMEM-F12
(99R% 10 min, 45 SR H . HEEE 490 nm I
K, FERFIRC AR AN AS 2 A FLIE B OD fA .

1.7 84l BUb TR RN MCs #2270 6
UM, K% 24 h FRAGAE AL AIRES, & 10 %
FBS ) DMEM-F12 5 2 4k L2075 24 h, T H
MCs A=K R AL, Hi BBEDLECT 375500 7 AR .
EH %FFE4H . DMEM -F12 55 3% M ; ox-LDL 4 .
DMEM-F12 553 +ox-LDL 100 pg-mL™; ox-LDL+
HAAEIRF 32K (CXCR6)ZH: DMEM-F12 £5 3£ +ox—
LDL 100 pg-mL™ +CXCR6; 'R L] : DMEM-
F12 ¥i3: Wi +ox-LDL 100 pg-mL ™+ 5 5 R ARk B2 75 24 1L
W BHEREWES . DMEM-FI12 3% i +ox-LDL
100 pg-mL+ ¥ B R ik BE B 25 0% 5 PTGk T
ik ¥ 4. DMEM-F12 5537 #+0x-LDL100 pg*mL-
L BTAEAALTT SO wmol -Ls BT 4T £ A 7T 75 e Ji 41 -
DMEM-F12 3% ¥ +ox-LDL100 pg-mL™+ Bl 45k Ath
77 100 wmol - L™, DL & LHARAREF: 24 h IS IEEK
AN K IR, RSN S R 6 IR

1.8 ELISA %Kil MCs i) CXCL16. CD36. IFN-
v. IL6. TNF-a it REALAIASRAE S SRR
fn 100 L, BN FE4HR S B 37 C, 120 min,
FHUE BRI AR 5853 DR 4~6 I, B4R T
LM —PiR TAEW 100 WL B 5N AR 7870 1R
A1 37 °C, 60 min, PR PEAR([FIFT) . AEFLn
FEARPUIR TAEW 100 wlo K¢ AR E T 37 €, 30
min. PR (FIRT) o LA JKY TAEW® 100 pL,
B 37 CHEAL N 15 min, FEFLATA 100 wL 218
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1R21. 30 min N EEFRAAE 450 nm A0 E OGAE
1.9 RT-PCR 4l MCs i) CXCL16 Fil CD36 i1
mRNA (1) TRIZOL iEH2H MCs 1 RNA; (2) RT(i¥
Besk) W (3)RT-PCR W : DL cDNA MARAR ,
SYBR Green I A %GR 1C4 , LA ABI PRISM 7500
RT-PCR System #F47 551 288 i PCR WIE o I
%Mk 95 °C, 30s, 95 C, 5 s &40 ¥k, 60 C,
34 s, JEFF 40K, 95 C, 15s, 60 C, 1 min, 95
C, 15 s, UL GAPDH N = M, # Il CXCL16,
CD36 ik . ¥ 35 B i L B AH X R ik 1 =2 -
(Cytokine Ct~-GAPDH Ct). Z~3UH? Cytokine 48 H )5
, Ct(cycle threshold )89 EI{E . H AL ¢DNA
IREFE B B AT BTSN AR 1.

1.10 Western blot il MCs ) CXCL16 fi1 CD36

x1 PCRI|#FES. KEMBEHREE
Table 1

temperature

PR

PCR primers sequence, product length and cycling

S19F51(5'-3") PRE JERIRE

CXCL16 F: TGTTGGCGCTGCTGACCCTG 132 bp 60 C
R: AGCGACACTGCCCTGGTTGC
CD36 F: TGGTGCAGTCCTGGCTGTGT 95 bp 60 °C

R: AGCATGTCTCCGACTGGCATGA
F: GCCTTCCGTGTTCCTACC
R: AGAGTGGGAGTTGCTGTTG

HOGHE 4R/ MCs 28E1; SDS-PAGE HLJk; #
s B —F; —dn; ROk, B, B
WEUEIF R I e X=E R derh, FHUEAC/ N0k
FREAKD . RIG, HRER A M B HEERBURS,
I m A, AR, FEREE R X B R

GAPDH 285 bp 60 °C

BAERE E, B 1 min(BEEARAE, #OL). Mt
JERIBER R R34

111 Gl PR Py ik BE DB i (ves )RR
K SPSS 13.0 GEit AT GE 220 M, 4HIA] HLER
KR Z 7 2231 (one—way ANOVA ),

2 R

2.1 WHER F AT AME KA HPLC I A0 K B
HEH 7, 14, 21 d JEICE LT H bR a ) (i iy ig
AL, S5REW, 748 14 d R, mlkEd
PN REELT IREIEATTE 28 D) TR U7 ) 1§ =311
&, 21 RigmABUHBUTRE, WA 1. BB RERAK,
e R A5 s AL @ A LU B 3 A28 g,
S G IR U R B REE IR RLY 25.5 min 59 (5
T T BE R 24 B T B SR Ry, 3 5 RO ] A
Beah, AT EIE AT,  FIB S o ST

R BB E A 35 1 9 H bRy, LA 2.
18000
- 16000
¥ 14000
g 12000 -/-\
= 10000 -
= 8000 fHe e
k= 6000 —=— kY]
A 4000
& 2000
0

7d 14d 21d

B 1 25.5 min B E@iLigIEmFR

Figure 1 T 25.5 min Peak area of chromatograms at 25.5 min
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Figure 2 Comparison of chromatograms in different groups
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2.2 ox-LDL 5% KB Z AN M i R
ox-LDL (0, 6.25, 12.5, 25, 50, 100 pg-mL™")535
ER T REE Nk R B 24, 48, 72 hJ5, H
MTT A6, JE OD fH. 255 WR ox-LDL X £ i
R Y 3G A AR T B W B RO PR, T Rk
25 pg-mL' B, REELHMEOCEE TGN, &
JE3k 100 pg-mL BFHE AR B (P<0.01), WK 3,
ox—LDL X % f5 20 Jfd 1) 38 58 4 FH S EL A (i) 49t
P, TCiESR 24, 48, 72 h BT R A KA B E AR,
e SEBG R 100 wg mL™ Y ox-LDL T-THZRBELHAL 24 h.,
ox-LDL+CXCR6 T i MCs J5 4 58 /K - E— 45 3|41

I

14 7
12
10
3 -
6 = 24 h

el 48 h
-

FARAN G R 2 (0D (E)

) L

NS
S
3 AREIRER ox-LDL F S RIEMAAIIEAETE R
Figure 3 MCs proliferation induced by different concentrations of

ox—LDL

2.3 ELISA k4l MCs # i CXCL16 fil CD36 i &
W ox-LDL 5 KR RIEAI MG 5, CXCL16,
CD36 FikAFREFE, HIEHEX A LR ESA
Giit#E L (P<0.01); F ox-LDL FHi 2 h JghnA
CXCR6 %k, CXCL16, CD36 Fik/KFik— 4 T+,
5 ox-LDL H A ZER A G (P<0.01); ]
B R RAG . R 25 1T M BT R TR YT )
BAGIT H I BE W E PR CXCL16, CD36 H/KF, 5
ox-LDL 4 [b 8 22 R A it 2 L (P < 0.01); M B BE
REWEH CXCLI6. CD36 & & T BT B
RALEEH(P<0.01), FIFLHMTT R HREELL CXCLI6
T TR AT TR B (P < 0.01), W3 2,
2.4 ELISA iE¥: MCs #ifi IFN—y. IL-6. TNF-«
i ox-LDL i T KRB B 5 5, TFN—y,
IL6. TNF-a HERIMK-EF R (P<001), ox-LDL
i 2 h JG A CXCR6 3Z4&, TFN—y., IL6. TNF-a K
TR — L THE (P<0.01), i FAS R e iy B
SRR 251038 KPR T FHRI YR, SRl

AE B MK IFN—y, IL-6. TNF-o 7K°F (P<001), 3
H, B RRER B RS AR IFN—y . IL-6, TNF-o &5
KFE A EE (P<0.01), BUFLHAhyT &k i 2 FAK
TNF - FAE B B A BT AR i TR M BE 4L (P <
0.01), W& 3,

% 2 ELISA i&#ll MCs #9 CXCL16, CD36& & (x+s, n=6)
Table 2 CXCL16 and CD36 production in MCs detected by ELISA

45 filATs CXCL16/ng*mL" CD36/ng* mL"!

T R A - 2.82+0.57 193 +045

ox-LDL 4 - 12.19 + 1.64" 8.19 + 143"

ox-LDL+CXCR6 41 - 15.69 + 0.634% 13.14 £ 0.90%%

B B R AR A 15 g-kg™ 767 +0.71%8 591+ 1.02%%

P R R A 30 g-kg 535+ 07944 352405748

FHEAAMITIOREA 50 mol/L 793 %0732 577 +1.08%%

BFERATT R WAL 100 p mol/L 6.10£0.714%" 521+ 0584
e SIEFXEALE, #P<0.01; 5 ox-LDL 4l Lk#, 24P<0.01;
ST A ABTT R E 2t %, P<0.01,

% 3 ELISA E# M MCs B9 IFN. IL6. TNF-o IS E(x +

s, n=6)

Table 3 IFN, IL6, TNF-oa production in MCs dentected by
ELISA

Fikil il TEN-y fpg'ml.”! 1L-6pg ml! TNF-a/pg'ml!
A - 15684 1460%  15161£2162% 157,052 18.09%
ox-LDL 4 - SI627£5080 4625423648 461302232
ox-LDL+CXCR6 41 S SR10£1780% B30 529.19+1280%
HRER kA 5ok’ 3607362840 351842594 3428942785
HREA Fk A Nerkg' 263382474625 DI040 006,66+ 21 3345
WIFEFRABTT (e 2 4 S0 pmoll 3735546026°  349530.01%% 34056+ 24942
PHERMTTARES 100 pmolL 3434624032°0  3118624622°° 26338428502

o SERSBALE, #P<0.01; 5 ox-LDL 4, 24P<0.01;
SRR TTIR MR EE AL b, T P<<0.01; 55 BHE £ Al VT v B 4 L
5, ¥Pp<0.01,

2.5 RT-PCR ¥l MCS # ifii CXCL16. CD36 It
mRNA KF  ox-LDL i 5 K f & JE 40 i 34 58 )5
CXCL16, CD36 fFEHAE-WEFE (P<001), Hox-
LDL F#i 2 h JG A CXCR6 &Z{&, CXCL16. CD36 11y
FERK S — T (P <0.01); 8 AR e i
JHE R A 25 M E R BT AT TIRIT Ja , IR 41X RE
i FE AR CXCL16. CD36 M3 K (P <0.01),
Horpr, B R S A R CXCL16. CD36 (%
Kf k2, BTFE A AT v B 4 A CD367K -
WL T BTHEARAT TR 4 (P<0.05), L3R 4.

2.6 Western Blot {:#:ill MCs # i CXCL16. CD36
HARE ox-LDLIAFRRABLIMIESES, CXCL16,



*436- Traditional Chinese Drug Research & Clinical Pharmacology, 2014 July, Vol. 25 No. 4

& 4 RT-PCR &l REZLA CXCL16. CD36 EEKF(x
*5, n=6)

Table 4 CXCL16 and CD36 mRNA expression in MCs detected
by real-time PCR

4151 FHE CXCL16 CD36

IEH X2 - 22.48 +0.90% 18.50 = 3.65%
ox-LDL 21 - 4993 +6.99 53.8+5.08
ox-LDL+CXCR6 41 - 63.00£2.99°%  68.62+0.885%
I R AR 4 15 g-kg! 3678 £4.7754%  39.67+3.08%°
B R vk L 2H 30 grkg!  2825£395%4% 2637 +6.08°4"
BTFEHALTT IR EEZH 50 pmol/L  37.82+£822°%%  36.09 + 10.85%%
BHCARAITE AL 100 pmol/L  37.78 £6.25%%  31.55+3.724"

W HIEWATEANE, *P < 0.01; 5 ox-LDL 24 4, 24P < 0.01;
SR RMBTT IR 1L, TP<0.05,

CD36 MM SR EFR (P<0.01); ox-LDL T
2 h JG /A CXCR6 %14, CXCL16, CD36 Hy#E &
TR (P<0.01); (HHARRIMREE I E R &
2517 K IR MTT THURTT S, SiRIT AR
FEIEAL CXCL16., CD36 A& H(P<0.01), B
R CXCL16 M8 1 1 I AT By T
WA (P<0.05), BWHEREWREL CD36 MEH®
AR TR AT TR B ZH (P < 0.05), WL# 5,

& 5 Western Blot ;&4 ill RE4IAE CXCL16, CD36 ZEA S
E(x+s, n=6)

Table 5 CXCL16 and CD36 protein levels in MCs detected by
Western Blot

415 i CXCL16/% CD36/%

ER AL - 12205+ 1.17 118.50 = 3.66
ox-LDL 4] - 17437 £6.11% 162.13 £ 15.0%
ox-LDL+CXCR6 41 - 187.20 £ 2.74%% 17657 £2.19%*
BRI 4 15 gkg’! 136,78 £4.77°% 139.67 +3.08%%
B e 30 g-kg* 12825 +3.95%4" 126,37 £ 608"
PHERAITIRES  S0pmoll.  14037+1631% 136.50  3.69°%
PERAT R BEAL 100 pmol/L, 137.78 £6.25%* 131,55 £3.72%%

0 HIERSHBAE, *P < 0.01; 5 ox-LDL 4H [k, 24P < 0.01;
SR HMBTTR IR 1L, TP < 0.05,

3 Wit

PNS 2 JLBRHH UL /NERER R o CXCL16 2 21
L2 A& LY ox-LDL 4R 524K, 2 5AHCH
AWy BN, W 44 R 48 Wi N T 22 S R FN A AL i
1 BYYE I8 R 324K (scavenger receptor that binds phos—
phatidylserine and oxidized lipoprotein, SR-PSOX) ¥,
CXCL16 BEHA IR Z RN AE, EA B T/

Uife, WCoREEIRTT h B oy R AT,
FEGUEEVE Y AT B HLATOWE fE AP, 1K CXCL16 /Y
IKF-Fi 12 PR B IE 05 (chronic kidney disease, CKD)
W B 2R Bk R Iz &, O B S B YIRe R AR
L EA MM, mILIEH CXCL16 Al figte CKD k&
A PIbr &, CD36 Jj&—Fh B BIVE I R 2k, i
FZMaffEm, CD36 Eh—FiRmZIk, ft5H
TEMEALA K F B (Transforming Growth Factor be—
ta, TGF-BAHEAEH], JFHHBET AR A T
PEBOEHT, HF9ERB], CD36 &M/ . A% E g4l
JL SO PN R AR . BRI B LA
Fik, X CD36 @ik f@ 8 # AT BE S IR i T LA
CD36 FERZRARIAL, F5H CD36 193k 6 g I g
LS ox-LDL [WZ55180 50 %, MIMIER] CD36 J&
ox-LDL [ FEZ Kk —, CD36 1 MY &
¥ (chronic graft—versus—host disease, cGVHD)##EEK
I Fe BUSZ AR v Bl PR B K B i 2 11 1 /N
J# (lipoprotein glomerulopathy, LPG )& 47 1
FEMAL,

AWFFE R, ox—LDL XF 2 R4 fifd () 38 7 AN
HA RO, HEAWREMRBITE, 4 ox-LDL 1Y
WBEM 100 g mL™ A5 2R HEE 200 A A 44 9 230 08 381 e
m g, f# CXCL16, CD36., IFN—y, IL6, TNF-a 7K
FREFE (P<0.01), Hit, TAH ox-LDL Alif5 %
MCs 34z, fE it IFN—y, IL6. TNF-a, CXCLI6,
CD36 %5 24E N F R B, 1 CXCR6 Z AN T X —
AR, AN BNk, I, ox-LDL #kh
2 B A 5 T B DGR PE A BT SR 24 R R T
RITIE R, AT BN CXCL16. CD36. IFN—y,
IL6. TNF—o Y75 s a3 PR K -, I 2 R AR 1 %
i, P R A A 3 e, OF B BT b VTR T
RN 2, WO A Ry B R AR5 a0 A RE A S
FIRERL, TR 2R A L A DR o

BHRERERER, A, D5, gy, R
PR . =LA A . i ANV L R
ATEM . SEAATIN, A HbIE I . 5 B L, —
Ry, T EIEM; LR s S L ISk
I, 2y FRHT. AMEE . SRS, 4 PR RS
Mg, =-E3mAbs ik, @ ER AR 17
AL AR I Z DAL, W IR IRIG YT PNS EEf 20
RAE, WS T R E TR, i H AR B R RO
WAL T gl g5 B A AR Al TE Nk . AR A 2 S
PUARY F AWK, SIESE 25 B 3% I e R mT 4
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