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(FEE] B WS IR R8T AR 580045 P K 41 i (HRECs) T4 g 8 11 M(ApoM ) | Jif 8 IR 3E
A F-o ( TNF-c ) FllH A% 41 i 4 £k P -1 (MCP-1) 3235 19 28 4k, % 35F ApoM i % 35 X = #% 1% % 1) HRECs
TNF-afl MCP-1 ZhMMEIER . Ak RASWHES 5 10% i 4 M3 (FBS) fl 5.5 mmol/L D-4 4 #i /Y
DMEM K5 ## 3£ 55 9% HRECs J&5 404 6 41 1E % 4] BE 20 40 it 35 47 % M0 8% 9% , 2 B 4 40 i A % 30 mmol/L D-7j
2 W ) VR WA R R AT B AR, ApoM 3 IR U A ApoM 7 51 1 1 5 B 48 A R L R B A 1 A L, S 2R
TC ApoM JT- 5] 11 1% 93 B 48 (40 S Yo 5 MR 3% 10 A A8, 25 3+ 50 B 4 P 0 W 355 9 i 5 9% 28 A8 e (9 41, ApoM
Job R TR+ R W A MR R A B 3 ApoM R A 41 . SR I SE R 5K i PCR VLG I 4l il ApoM  TNF-o 1
MCP-1 mRNA A% ik 4 ;5% J Western blot i 4 U 48 ffi tf ApoM ZE (I AH X R ik, SR LHZOLE &
PCR 45 I 7%, /&5 B 40 48 i v ApoM \TNF-ofll MCP-1 mRNA *HXﬁ%ngﬁm?EmﬂME %5 5
P12 S (1=5.517 3. 295 2. 555,14 P<0.05) . HRECs /&Y 189% % 5 £ K BLAF, ApoM it £k A 418+ ApoM
mRNA H % % 5 & 4 236. 400+£39. 270, B 55 F 25 B ALY 1. 000+0. 153, 2 S 45 G514 2% 3 (1 =5. 995, P<
0.01), 25 2R 4N i th oKk W ApoM 45 1383k 5547, ApoM 3 A 4 B R IA A ol . TE % 15 e B I b 0 3%
LR F)G 24 h, ApoM & ik 41H ApoM 2 [ AU a5 40 Mo 1. 000+0. 249 1 2. 978 0. 285, 2= F 47 Biil 2
B (1=5.056,P<0.01), %584 .55 B+ = M4 . ApoM i £ iE 41 ApoM iF 3K + = 4 41 40 i b TNF-o il
MCP-1 mRNA # X} ik i 1) SR i 2= R A Gih 248 L (F=5.966,P=0.026;F=14.410,P=0.002) , ApoM
i F B+ E B4 A0 b TNF-aomRNA F1 MCP-1 mRNA MiX} £ A8 BACT 2 4+ @i 4, 2 R WA S
X (P=0.017.0.004). £t mHiRFRE ] L HRECs H ApoM \MCP-1 F1 TNF-offy 33k, 11 Fi5 ApoM
HE A 1 = WS 19 MCP-1 il TNF-a 635 19 13,
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[ Abstract] Objective To observe the expressing changes of apolipoprotein M ( ApoM ), tumor necrosis
factor-oo( TNF-o.) and monocyte chemoattractant protein-1 ( MCP-1) in human retinal vascular endothelial cells
(HRECs) under the high glucose culture condition and investigate the inhibitory effects of ApoM overepression on the
expressions of TNF-o and MCP-1. Methods HRECs were cultured in DMEM containing 10% fetal bovine serum
and 5.5 mmol/L D-glucose and assigned to 6 groups. The cells in the normal control group were cultured in above
culture medium jthe cells in the high glucose group were treated using the DMEM with 30 mmol/L D-glucose ; ApoM
was transfected into the cells using lentiviral vector in the ApoM transfected group; lentiviral vector without ApoM
sequence was transfected in the empty vector group ;the cells transfected by empty vector were cultured in high glucose
culture medium in the empty vector+high glucose group;the cells in the ApoM transfection+high glucose group were
treated by ApoM sequence transfection and high glucose incubation. The relative expression of ApoM, TNF-a and
MCP-1 mRNA was detected using real-time quantitative PCR, and the relative expression of ApoM protein was

evaluated using Western blot assay.  Results Compared with the normal control group,the mRNA expression levels
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of ApoM,TNF-a and MCP-1 in the high glucose group were significantly increased (¢=5.517,3.295,2.555;all P<
0.05). HRECs grew well after infected with lentivirus. The relative expression level of ApoM mRNA in the ApoM
transfected group was 236. 400+£39. 270, which was significantly higher than 1. 000£0. 153 in the empty vector group
(t=5.995,P<0.01). An enhanced protein band of ApoM was seen in the ApoM transfected group,and the protein
band was absent in the empty vector group. The relative expression band in the ApoM transfected group was 1. 000+
0.249 and 2.978 £0.285 in the cells cultured with normal culture medium or high glucose culture medium,
respectively, with a significant difference between them (t=5.056,P<0.01). The relative expressions of TNF-o and
MCP-1 in the mRNA levels were significantly different among the empty vector group, empty vector+ high glucose
group , ApoM transfected group and ApoM transfection+high glucose group (F=5.966,P=0.026;F=14.410,P =
0.002) . Compared with the empty vector+high glucose group,the relative expressions of TNF-o and MCP-1 mRNA
were considerably reduced in the ApoM transfection+high glucose group (P=0.017,0.004). Conclusions High
glucose environment up-regulates the expression of ApoM, MCP-1 and TNF-o in HRECs. Overexpression of ApoM
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inhibits the up-regulation of MCP-1 and TNF-a expression induced by high glucose.
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BUIEH 1 M (apolipoprotein M, ApoM ) J& M L BE
Koy M seBEM N R BB E 1, FEAATE T ALK &
2 g 25 A (high density lipoprotein, HDL) /2, H R #Y
WFIE 7R, ApoM W] BE 55 .0 I A8 B AH G, FE AR A AT 2
5 I A il B PR OB AR A B B,
A SD KB I B JHAE A9 ApoM mRNA KO
2 OB PR R BIE H I ApoM KRR
AR DU AR ApoM Ji3 3 7 X C-724del 251k 5
2 B BRE G EAEAR O o DAL Ik SRS R, ApoM
A RE 5O RO e HLTE R CRE A0 B DR L I i 8
(diabetic retinopathy, DR) #) & A % V] 41 = ., DR & —
Tl 22 IR R e , HE AR BIL ) 22 4 i oK 58 4 W, H HiA
HEEE RIEFRBER R A A R R
T WAL AL R G B 2 U e dE R O C
WO EEFEA R MR RA MR I £ 19 E
P W] DR A BE & — 08 PR AR S8 RE M 728, RE S
W5 SE T DR R AN R v, O 5 AR B R AR B
ARSI A R ER O P9 R 4T
JRG I R ) 240 e 3 [+) 20 G, G v I A P B 0 i 2 1] 3 42
B K i — 1 B I B# B ( blood retinal barrier, BRB)
HOR o B B B S 1R B R IR BE B 7o (tumor
necrosis factor-o, TNF-a) Fll BA B M e etk B 1
( monocyte chemoattractant protein 1, MCP-1) ) ik |
T e B R AL D IR PN R A ) B O IR K
200 L 3 32K 2Rk B 0 T 75 | 7 o 7 EL 8 A O A A 2 LT Ak
140 75 3 T 20 L O T 4 B AT B3R BRB
B A BTN, ApoM J& — i SV 3] B B 3 B, X AT
AR5 A4 VT AR LR AL G e 4 B, I
HoE XS T ApoM e =y b 5 | A9 A B 48 1 A8 E b 19 7E
S A O o ASOFSEOULEE R B R T R 0 S I P B
A2 ( human retinal vascular endothelial cells, HRECs)

H ApoM IR AR AL, BT 63k ApoM TE B MR R T
% HRECs  MCP-1 1 TNF-a3% 3% 2 7 B A W#IEH .

1 HESH®

1.1 g

HRECs Z4ifig tk ( g HE S LM R AR A A .
D-7 4 Bl ( 5% [ Sigma 23 F]) ; ApoM 185 5 (_F I 75 Bl
B AL 77 22wl ) 5 AR B IR A LT (fetal bovine
serum ,FBS) ( 2£ [# Gibco 2y 7)) ; 5 B M AKHE DMEM 3%
Fr%E PBS (3 [H HyClone 2 7)) s RNA fili$212057 & ( L
HBE TR ZE W) B B BR A A ) 5 390 a0 & (36
Thermo 23] ) 5 & 2 1 4 BOEGH & ( Ll A 5]
Western blot il & ( F 2 = KA H ) 5 AL A ApoM
FAEREPTA (H00055937-M03) (H [E 5 1 Abnova A ] ) ;
AT A GAPDH FiL s B4 14 (60004-1-1g) \HRP #7 i - 5t
B, T (SA00001-1) ( & [E Proteintech A7)
1.2 ik
1.2.1 HRECs }53: M3 BU-80 C % 1) HRECs
AR, B ORLTT I TR, SR S R 8 10% FBS Al
5.5 mmol/L D-%j%j B i) DMEM 55 35 378 37 C A FH
I3 K5 % CO, B fE 3 15 5 4 b 15 9 R AL AU BB IR Y
Y5 6 N2, T H R BRAL A i OE R R R (F
D-# % B S. 5 mmol/L) 15 3% 5 v Wl 26 40 i 3 e o B 5%
B (& D-4 %5 B 30 mmol/L) K5 5% ; ApoM i £ ik 21
AT ApoM 7 81 1) 5 g 1 UK R L T R B SR Y 40
25 A A E ApoM T 51 1) 48 9 2 48 (A B L 1E 5 B 57
FIRD 200 L 5 2 0+ rm R 2 2 0 P s R S R R
ApoM 5 3k + 5 i 41 ApoM i % 1k 40 i I w5 Wl B SR
BEH TR
1.2.2  ApoM 1875 # ® YL 40 /fi  HRECs LA 3x10*/ml
9 AT T 6 FLARIE IR 12 h, B 8047 ApoM J¥ 51| Y
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MW 1 M s 2 B OB O &2 8L ((multiplicity of
infection, MOT) 2y 50 /2% 4% 41 Jfid fin A 8% F5 JE 4L BE 12 h,
IR G LG IR SRR S I TR

1.2.3 S 9¢ @ & PCR EHG I 4% 28 40 g b ApoM
Al TNF-amRNA AR} F2 ik #2  RNA $2 BOsUR &
Wi A5 73 0l $2 B4 41 HRECs 40 i 50 RNA, Fil 0 % 5%
R G0 R S T cDNA SR I XUEE %2 6 52 i %€ & PCR
B cDNA, I 5P 7 5 W% 1, N ApoM |
MCP-1 .TNF-a )} GAPDH FE[H #4% F 25. 00 pl ) )2
MR Z&, L cDNA 2.00 pl, B 7& /K 17.01 pl,
10 mmol/L. dNTP 0.50 pl, 10 f PCR Jz i 2% W
2.50 pl,Taq fi§ 0.25 pl, MgCl, 2.50 wl, H & % H f
GAPDH 1E X519 B LRI R EE 45 0. 04 wl, e X5
Y R4S 0.04 wlo KON A F:95 °C il AZ M 3 ming
95 CAEME 5 5,60 C ol K SE A 15 s (il BE 4% 4 208
4.4 C/s) 4L 40 DMEH . 60 CULHETOLEE , 965
JEE KB B A G BRECH Ce i, g sk B R Y C
fii,Lh GAPDH N B, R A X 279 1154 H iy 3
PRI R 55 8o

F1 ZHENXEE PCREASIMFT

SR FIMFSI(5°—-3)

GAPDH F:CAGGGCTGCTTTTAACTCTGGT
R:CATGGGTGGAATCATATTGGAAC

GAPDH #%t Cy5-TGGATATTGTTGCCATCAATGACCCCT-BHQ2

ApoM F:CTGACAACTCTGGGCGTGGAT

R:TGTCCACAGGGTCAAAAGTTGC

ApoM 45T FAM-AGTTCCCAGAGGTCCACTTGGGCCA-BHQ1

TNF-o. F:GGACCTCTCTCTAATCAGCCCTCT
R:GCTACAACATGGGCTACAGGCT

TNF-o 45 %t FAM-CAGGCAGTCAGATCATCTTCTCGAACC-BHQI

MCP-1 F:GCTCATAGCAGCCACCTTCAT
R:GCGAGCCTCTGCACTGAGAT

MCP-1 3%t FAM-CCAAGGGCTCGCTCAGCCAGAT-BHQI

TE - Apo: IR 2 11 3 TNF : iR IR SE R 7 ; MCP - 5 2 ffd e AL 26 11

1.2.4 Western blot 3 K il & 24 40} H ApoM 5 A #H
XFFEIRKF MR E SR B 5 GRS T ik 2P R
FEHOS 2 40 Ml B & B, BCA ik b 4T 8 B € i, SDS-
PAGE W17k 25 2 h, I B ik E ko2
PVDF & |, & 2 %80 3% 4 ML 75 & 1 ( bull serum
albumin, BSA) 3 [4] 1 h, il A ApoM H 50 B4 14 (T {4
i B LB S 12 1.000) 985 & 3 8, Yk H B8 B 5 i ACAH
(AR LGS 1:3000) EHRBEF 2 h, WG
2 ECL AEHK: I, Al Quantity One BFAL K BE(H , T
AAHWERRS R, FE AN RBEE=HWE
[ 4574 JK B ./ GAPDH 45705 JK B .

1.3 Sif2enik

%M GraphPad Prism7. 0 4¢3 22 84 i 17 58 it o1
B e 2z B o AR 5800 & 45 bR 04 5040 BB WK 36 iE
FRIES I, UL vzes Fom o RABM 40 HE T
il Z2 K F W 58 3, IE H AT BRZE 5 e b 4 4
ApoM MCP-1 FITNF-a mRNA #§ %} #3588, 25 841 f
ApoM i 2 3k 20 40 Ml h ApoM mRNA AH Xf 3 ik &,
ApoM i KR4 40 Ml 76 IE % M B 88 F 3G 2 )5
ApoM I ARR 2255 B 10 22 5 L B H SR I I ST AR AR o
Ko s 25 2 4] L A5 B+ SR 4L L ApoM i K 41 Fil ApoM
it 2235 + 25 B 4 40 g o TNF-oo mRNA 1 MCP-1 mRNA
AERT 22 35 1t 1) B AR 22 5 LU A 24 R Y B0 IR 3R 22 40 AT
A1) 5 P EL 50k ] Tukey K356, P<0.05 22 7 A 58
EI-3&

2 ZR

2.1 EBEEF S 400 ApoM , MCP-1 I TNF-a
mRNA FHX} 35 5 A2 1k

HRECs 73 Bl 75 1E 5 Fls WG FR B rp i 3R 05 24 h,
EHEAL A P ApoM  TNF-o.ffl MCP-1 mRNA [ #H % 3%
ThE 4>k 1,866 £0. 148 | 1.328 +0. 085 F1 1.354 =
0. 102, Bt /& F 1E % X B4 9 1. 000 £0. 053 1. 000 +
0.037 1 1.000+0. 093, 2= 5 #474 5 i1 2% & X (ApoM ;
t=5.517, P = 0.000; TNF-o.: ¢ = 3.295, P = 0.009;
MCP-1::=2.555,P=0.033) (& 1),

g 2.5 g 2.0 -

® 20 ®ist .

= =

Z 15 =

-« < 1.0F

Z 10 z

£ £

= 0.5 3

g =

< 0.0 - " = e -
IEHXTIRA  mbEd IEFATIRAL  EbEd

Im 2.0

|

s B 1 = ¥ %t HRECs

= ApoM. TNF-o #1 MCP-1

'ELO mRNA RIAW M A:2 D

QZ: A0 ApoM mRNA A4 A X

£0.5 FrwE L HIEW X B4

= LB, “P<0. 01 (fi 57 BEAS ¢ K2

200 Bron=6) B:2 A4 40

IER T HRAL ot

TNF-o. mRNA [ A %F 32 35 5 H
B HIER M AL LA, P<0. 01 (ST AR A ¢ K28 ,n=6) C:2 4
ZH MCP-1 mRNA [AEXS RiEE L 5IEH M AL, P<0.05
(IS7ZBEAS ¢ K530, n=6)  Apo: #JIg & 115 TNF: il 98 3K 48 A F 5
MCP : B 4% 46 Jifo AL PR 7

2.2 RN EEIERGL S A A ApoM Rk AL
SEIF 9 RE i PCR I A I 7R, ApoM i 3235 4
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4 i ApoM mRNA A X} 3 3k & & 236. 400+£39. 270,
W TS B4 1.000+0. 153, 2% 54 G it 2 75 X
(t=5.995,P=0.000) (K] 2), Western blot il i 7~ ,
2SN PR UL ApoM # 1R B A, ApoM i £ ik
AR R IR AN TR o 15 RS 75 3 70 = M B IR L R o
24 h J§ ApoM I AHXS 2RIk £ 430 24 1. 000+0. 249 Al
2.978£0.285, 2 F H G il % & L (1 =5.056, P =
0.002) (& 3),

o 400F

) 350+ a

#3001

& 250t ApoM

£ 200 SHA RS

E i ApoM — oa -
D) GAPDH e ane e e <o =

Z (B)
Z 0

SR ApoM

T RIRH
B2 AEZLAMM T ApoM mRNA BREEEAREEMN LR
ARG E B PCR LG 40 L o ApoM mRNA A Xf Rk 5
2R LR, P<0.01 (ST HEA ¢t K506 ,n=6) B:Western blot J£ 5

W2 A HA A ApoM KK HL UK B 25 2ZH 40 M R 8L
ApoM 3 R IK 4, ApoM i 3k 2 40 L ApoM 3 4 3k A% 4L
iR Apo: R EH

s
1

0%}

IEHATHRA b
ApoM| — = = = -

(07.1:0)) ¢ | p———— @

ApoM XS ik &

0

TE X IR
B 3 Western blot iZ M AEEFHAMM P ApoM EARIXE
A2 DAY ApoM B R IAHIKE mREALA0 P ApoM
Feik Gl W AR TR H T R4l B2 AL ApoM 2 AT X R
KA R S IER XA AL, P<0. 01 (SIS AEA ¢« 8550, n =
6) Apo:#RHEH

ot i

2.3 ApoM X I Fl = B PR 55 F 4 ig b MCP-1 mRNA
FITNF-o. mRNA 323k 19 52 1)

AR A+ E AL ApoM i R IK 4L ApoM it
PR+ 5 W 2H A0 B th TNF-o0 mRNA AH XT38 3K 5 43 5
1.000+0. 027 1. 186 0. 017 . 1. 006 0. 051 F1 1. 035 =
0. 028 A [H] Sk i 22 7 A Gi it B L (F =5.966,
P=0.026) 75 25+ B 440 il TNF-0o mRNA A X 3%
kW) T A B ApoM i R IR+ B, 2 R 1Y
AGETH5E X (P=0.003.0.017), ApoM i KEH Y
23R  ApoM 1 3K + = B 41 A] HE 2 TNF-0o mRNA H
X IkEH) 22 F B IE gt L (P =0.999.0.924)
(E4A), 4 A~4irh MCP-1 mRNA (1% A5 X%} £ 35 & 43 5l
47 1.000£0. 041 | 1.957+0. 106 ,1. 085 £0. 051 FI 1. 541 +

0.065, 5 A L8 22 2 A it % 8 X (F=14.410,P =
0.002) , =5 K + = Bl 2 40 i b MCP-1 mRNA AH X % 3k
T AL ApoM i R IK+mBEAL, 2 R A eIt
F L (P=0.000,0.004) , ApoM 3 2 1K + 5 4 2 41 it
Hi MCP-1 mRNA MR35 B T ApoM i Rk 4l , 2
FAGIFE X (P=0.001), 25 45 ApoM i Kk
A1) 40 MCP-1 mRNA AH X 3% 32K 4 b 32 22 5 T 4¢
AR (P=0.772) (K1 4B) .

izy 1 9 50,
< 1.500 +§
g ; 2.00 ab
= Z 1.50
< er‘ a
Q.Z:E :: 1.00
— 050
i (A (B
z < 0.00
= 1 2 3 4 = 1 2 3 4

B4 £AMIPTNF-o mRNA 1 MCP-1 mRNA #31 & ik 2 Lk &

A% 41 HRECs HHTNF-oo mRNA M FE R ILE F=5.966,P=
0.026. 555 #% + = WAL L 4%, P<0. 05 ( B[R 3 5 22 43 M7, Tukey £
¥ ,n=6) B:# 4 HRECs 1 MCP-1 mRNA %t £k ® Lk F=
14.410,P=0.002 5253+ m BE4L L5, P<0. 0155 ApoM i ik +
R4 L, " P<0. 0155 ApoM 5t 6K 4 L, P<0. 01 ( H [ 7 2%
'ﬁ’ﬁ,'{‘ukey Ko ,n=6) 1.23#4d 2.5 +EHd 3. ApoM Bl
Tk 4:ApoM i Tk + @4 TNE. bl YR E 55 MCP . 4%
41 i L 5

3 itig

DR ZWE PR W W00 I A e Z —, e S ek Yy
HERNZ — o mBEER I AT 51k 2 2 A0 1 19 18 1k R AT
S o e 458 A8 A B A L ot — R o 5 ) s
S T e I N L N 1| L e o= ) e
DR ¢ A2 A& R b A H, ML P9 B2 40 IR 45 475 7 DR 1Y
I PR B AL . AR R B, R 9R HRECs J&
A & RAE SR, MCP-1 I TNF-o0 5% 4 M X 1 ) 3 35
i P I T ey A A P L A P B A 4 A, 39
ML PR 368 3 P S A0 R I 1t A P B A T AR B LR =
5 DR i 72 i JR 0 4 S B, 5 S AIF T 4 R A
FEU L DUAE R A B SR R R R 9 ApoM B,
SO RN SR AT I ApoM 7E LT | E 2 2 B R
IBIRA TR A1 52 0 B2 1 5 T 58 AT AiE HepG2 4 g
B ApoM By R IKRAE L. AW A B, = il ]
HRECs H ApoM [ 315, {H 5 4 B KTl HepG2 411 i
M ApoM FIXTALEHEA —H IFAMEIES ApoM 3
IR 00 114 32 R YA v T A0 4R 4 M X ApoM
FIR N0, AL 1 A B B o T A R I A PN B A
I A2 ApoM ) 2RI, [H b — 3 1E = B3R 58 B
Xt ApoM [T AL Al BEA S AR E . & T ApoM
WIS F2 B b TR B L R AE e 55 5 T T
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HER KL ApoM FEF AL T 6 5 e (1A 1) = B ZUAH 45
PEEAY 3 X, AERW ST TNF-o3E 12 XIS R 2 5
5 B IR AT X IR G ApoM A fig 2 5 4k 1 114 i
FEJAE N o WFFEUE S, ApoM 1E 4 A AH SC B 1Y
PRI Ty, Qi A dake ot — 3 3 45 495 996 22 v ApoM
mRNA 75 JFF41 24P 0 3315 1 AT 78 S 1k I s
F LG ApoM AT ST o A8 SRS BRI
R i TR o o R R B I PN B A0 M R R T
A8 B 1 e W R DR I By 52 30 v R PR 5 ) 0 3, FRATT 4
AW FE K A2 B3 R ApoM mRNA 26 3k 57 vl g /&
ApoM 7E HRECs 4b F 2 1 AU 0 HOIR 25 LA 2% 1 B4
i PRSI A OR3P PR 3, DL R X6 e e W R0 980 S
e

AR 538 2o 15 05 7 R U 1 T B HRECs Ht ApoM
R IR, BB IR A R TR LAk B i A
RGN AR SR EF RLAF o 1 RE R UE HRECs J5 | IE
WIS R AM TS A S ApoM i 335 41 (7] 44 iy
Ht MCP-1 il TNF-o& 35 9 0 B W 2 55, 16 5 il 35 77 36
iR, ApoM if 26 ik 41 4fl g h MCP-1 | TNF-au ) 3% 35 %5
AL T, U] ApoM n] i il HRECs H & B
V55 (0 90 RN, B FE A B 250 R O T A R AE T, &
BEA T 19 TNF-ooft MCP-1 14 3% 35 32 B2 2 5 oo #0781
K F--kB ( nuclear factor-xB,NF-«kB) {5 5 18 % S 1% P 4
(reactive oxygen species, ROS) il %, H. # NF-kB & 5
B TR0 JE RN B A A Y B
WF5E % W], ApoM u] 41l il HepG2 Zf iy NF-«B {9 i
£, HDL Al 3 5 475 4 B0 A A6 A I LA G 47 1 45 P9
4", ApoM J& HDL A 5 g 4 115 e B I, i i i
S0 HDL DI RE T4 ) NADPH 4 fb B (K i ¥ ROS 11y
P 3 B ML MCP-1 i R 3k, BRSSO
ApoM 4 = 0 51 & i) HRECs 48 i Sz I 5 41k 1 2 3%
MR AER B IR 35 1l AT A fr ik — 2P P 5E . AT,
T0YT DR AR IR 5 1 BB A2 M A0 190 I ol 4 A 28 S IR
JIE 5 108 >R FH T I A8 PN B2 400 i A K TR 5 24 0 114 31
RIS 7 I AH2G R TR, B T K 2
UL o 180 A S 3 AROR & et Al
HEL A SR Tk p A AR, G 18 BRI e i R H Y
& PR AT R S 3t A ) oM PN B R R RE BB, L b A
MR I B R 7 SR AL O iR SR

25 FRTIR AR R B B AT 5 HRECs H ApoM
s bR, Ho 2 i 18 R HRECs i &k
ApoM, %f HRECs 7 =5 # P58 T 5 & 19 RAE K 5~ MCP-1
TNF-o |- 2 2 B 2 1 0 4 4E 1T, ) ApoM £ DR &k
AR R AR ST A TR 2 T HLA R AL T IR

S % 3k
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