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Bk AR, EEE (400010 T, TIRERICERRE — EEL IR

(HWE] HIY BFEEE R AR B IR 5 F1 52 4K-1 (lectin-type oxidized LDL receptorl , LOX-1) 7E C-2 i 2 F
(c-reactive protein, CRP) 1755 A it Bk P9 52 41 g ( human umbilical vein endothelial cells, HUVECs ) 24 25 [H] F ( tissue factor,
TF) Rk fER . Jiik FAELTRL pTracer CMV2-CRP %% 3« HUVECs ZHifi, 43 1E # % R4 25 Uk GFP 41 F1 CRP-
GFP #1(n=3),RT-PCR, Western blot ¥ {ll] TF ,LOX-1 mRNA F17E [ 33k, Western blot &l &% 21 P-ERK1/2 T-ERK1/2
P-JNK . T-JNK 433k, CRP-GFP 4143 %/ LOX-1 FH K| . ERK1/2 FH K] (U0126) . JNK BH K7 5] ( SP600125 ) , Western
blot #5:1 TF 2514, 459 ik A CRP iy Bk 4% 4t HUVECs i 280 LOX-1 mRNA FI&E 42235 (0.70 £0.03) ws
(0.24 £0.01),(0.661 6 £0.020 0) vs (0.255 8 +0.040 0) ,P <0.05] .TF /) mRNA F1%& 4335 [ (0. 442 £0.040) vs
(0.146 0 £0.030 0),(0.727 4 +0.020 0)vs(0.217 4 £0.020 0) ,P <0.05], CRP j5 3T ERKI/2 MAPK, 5 J& ) JNK
MAPK, CRP il TF ikt ERK1/2 FHWIMAE INK BHWTHRI BT, BT LOX-1 [ b Ao ia i /0 CRP 753 (1) TF mRNA
FIE 334 (0.264 0£0.0300) vs (0.4420£0.0400),(0.324 4 +0.040 0) ws (0.727 4 +0.0200) ,P <0.05], &5t
CRP 55 HUVECs 41/ifg LOX-1 &35 B, Jfiid LOX-1 240X —Hrigf& H i TF ik, H CRP i ERK1/2 MAPK f55i&
14k INK MAPK #%:4% Fi T HUVEC 4 TF (3535 .
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Role of LOX-1 on tissue factor expression in human umbilical vein endothelial cells

induced by C-reactive protein
Gao Lanying, Liu Zengzhang, Kao Guoying (Department of Cardiology, Second Affiliated Hospital, Chongqing Medical University,
Chongqing, 400010, China)

[ Abstract | Objective  To investigate the effect of lectin-type oxidized LDL receptor 1 ( LOX-1)on the
expression of tissue factor (TF) induced by C-reactive protein ( CRP) in human umbilical vein endothelial cells
(HUVECs). Methods HUVECs were transfected the recombination plasmid pTracer CMV2-CRP. The cells
were divided into a normal control group, GFP group and CRP-GFP group. RT-PCR was used to detect the
mRNA of TF and LOX-1, and Western blotting was used to detect the protein expression of LOX-1, TF,
ERK1/2 and JNK respectively. After HUVECs transfected with CRP-GFP were treated with ERK1/2 inhibitor
(U0126) or JNK inhibitor (SP600125) respectively, the expression of TF gene was detected by RT-PCR and
Western blotting. Results  CRP transfection into human HUVECs resulted in significantly increase in the
expression of LOX-1 at mRNA and protein levels (0.70 £0.03 vs 0.24 £0.01, 0.661 6 £0.020 0 vs 0.255 8 +
0.040 0, P <0.05) and the expression of TF (0.442 +0.040 vs 0. 146 0 £0.030 0, 0.727 4 £0.020 0 vs
0.217 4 +0.020 0, P <0.05). CRP activated ERK1/2, but not JNK MAP kinase ( MAPK) , and the effect of
CRP on TF expression was blocked by pharmacological inhibitor of ERK1/2 (U0126 ), but not JNK
(SP600125) MAPK. Neutralizing antibody to LOX-1 significantly attenuated the mRNA and protein expression
of TF induced by CRP (0.264 0 £0.030 0 vs 0.442 0 +0.040 0, 0.324 4 +0.040 0 vs 0.727 4 +0.020 0,
P <0.05). Conclusion  CRP enhances 1.OX-1 expression in HUVECs and thus promotes TF expression
through LOX-1 receptor, by a underlying mechanism of ERK1/2 MAPK but not JNK MAPK pathway.
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R A B KRR AT B0 DG B R 15, H T C-J
W 45 [ ( c-reactive protein, CRP) i T\ 2y & .7 1) 43 SiE
Fric B —Roph sz smZU O A FAE AR R
CRP 2 4 S50 N JH- 240 L 18— i il 2% v 0 2
H, AR RER A & & AL i A e fl 5 Clq fF
Hash & MAMAIEFE . Fer Z KR CD16 ,CD32 ,CD64
BIANIE CRP J3 5 7EF- T WLAH AR L P9 2 40 i L SR B
WA B A 3244, JRI57) CRP A= 922 E. CRP REfE
HE I8 T BT A W R Bk il =5 1. 2H 2L (tissue
factor, TF) J2& J 3 Il 5 22 Gt 1 85 2L 4R 30 K 5, 72 3 ok
FEREAL B B 2 78 15 0 5 B Je i 284 )5 175 5 i A 0B
CRP A Ji 2l 1L 4 B AN P v LA e | e
M- MSME S 842 p38 ERK1/2 JNKMAPK J% iy
NF-kB AP-1 [EGR-1 8854 5k [H+, if5 5 TF Fik¥g i,
HIX B0 38 5L Fer ZZAREM

BER R R AR BENR R 1 321 (lectin-type
oxidized LDL receptorl , LOX-1) J& oxLDL 7£ PN JZ 41 Jitd
1) F I I Re 5 gl ks HE A AL L 2Pk O | i
FE RS O3 S AR E ™ o O R A LOX-1, 3
1& NF-«B il MAPK {5 5 i& 45, 53 B4 0F ik A i) &
B CRP AR FIAA L, Bt Shih' Al Fujita”
54 B CRP J& LOX-1 A @i fciA , LOX-1 RE454 CRP
HAr 5T CRP B0 N hREZ AL, H H LOX-1 fE
S SZARTE CRP (R4 273800 o B BFSE IR AR 2D

T UL SR, A% CRP 3530 TF 335
TRATRERR /i ) LOX-1 45, I LAAS SE 6 Al CRP
XF LOX-1 (3550 J LOX-1 7 CRP 531 TF £
kHEEH

1 HESH%

1.1 23X A

V0126 ( ERKI/2MAPK %5 5 ¢k LI 1) J% SP600125 ( JNK
MAPK 4§ 5 ¥ BHL W 7)) 251 [ Calbiochem ( 3£ [¥) ; $T 4K p-
ERK1/2 t-ERK1/2 ,p-JNK \t-JNK DI} BT N\ TF £ s ik
W9 (Santa Cruz 23 W], 3¢ [{) ; BlPT A LOX-1 B 5 P 4t {4
(R&D, &) ; 5L 24 i ki pTracer CMV2-CRP % 25 3% /& pTracer
CMV2 (K o 11 A2 ) H AR A R 7)) 5 % G4 F) ( Genlet in
Vitro DNA Transfection Kit for HUVEC) ( Signa Gen 7\ ] ) ; TaKa-
Ra PrimeScriptTM RT reagent Kit i5f| &, PCR 5|4 :B-actin [jf
5'-GACCCAGATCATGTTTGAGACC-3', | Jif 5'-ATCTCCTTCTG-
CATCCTGTCG-3',F=# K & 593 bp; TF [}i# 5'-CCGACGAGAT-
TGTGAAGGAT-3", T iif 5'-CGGAGGCTTAGGAAAGTGTTGT-3',
PR 253 bp; LOX-1 i 5'-TTACTCTCCAT GGTGGTGCC-
3", Fii# 5'-AGCTTCTTCTGCTTGTTGCC-3 , P FE 193 b,
1.2 fafesg A ib 52
1.2.1 Mgz s Bk N B2 20 M2 Bk (human umbilical
vein endothelial cells, HUVECs) g [ 3& [H ATCC 41 g /%, F &

10% Ji 45 L35 1) RMPI 1640 15 337 3, B A 5% CO, $5 46
37 C $ERE RS AN 4 AT 5558, B O S I AR
HUVEC B A% 1% 54135 7 RMPI 1640 35 F: ik # H 24 h,
1.2.2 st S5y Hy - OIEF X R4 ; @B XS 20
(e pTracer CMV2, N & GBI GFP) s Qg2 (e Y
pTracer CMV2-CRP, B CRP-GFP,n =3) , SZEGH] 24 h BOW 84
KNG, H 4541 5 x 10° Y 2 Mo 2% J&E 122 P 6 LA, 15 20 Mu sl &
K 95% ~100% I, 45 2 wg THBTRLFN 8 pl GenJet % 4 i
R FUE ] Y HUVEC, #9412 ~ 18 h J5 , K5 RSB 40 58
REEIRL ARGLIE TR, 3 ) TG G 24 48 h J5 1E (8] B 9O WM
ARG A IO (GFP) 13RIk
1.3 RT-PCR #:m| 4+ % 5 LOX-1 TF mRNA #&ik

S AN e 24 h 5, T Trizol 4613 B 5 45 B 4% 28 240 fifn 2
RNA, K 4 B Kz 5838, $% TaKaRa PrimeScript RT reagent Kit
T AU S Oy 1 3 5 S L <DNA, 43 5 LOX-1  TF | B-actin
1) PCR Y BEJSAT 1. 5% B W BE I B vk, B L1R R 40 1R
#H, Quantity One {422 04, 20 B L) LOX-1 \TF 5 B-actin
B HAE AR A X &5 i
1.4 Western blot 4-#14: % 5 LOX-1 . TF 445 & & £k

A5 LA M A e 48 h 5B AR SR G R) SU6 A5 SR E
AN B, BCA ST E FE B, A 3 x SDS-PAGE EH
Z 0B, B 5 min, 73%E05 - 80 CHAME, e N B L. A
% SDS-PAGE HLJKJG , EE S EAMMREF R [ ,3% T4/
0.1% Tween 20 EF(41, 735 IA BUBT LOX-1 B 5gpEdT 4 (1: 500
FRe) s RPT TF Z 5fEhiiR(1: 500 #RE) , FEINABIAR 3 61k
YRR IC BT B 1gG(1:5 000 #i ) , ECL W5g. 45 44
i) LOX-1 8f TF & (3454 Tubulin 288, Quantity One 4. 52
EUG I3 Ao p 5
1.5 Western blot #7125 15 MAPK & & & & ik

LN AL e 48 h 5 i R A BRGNS U 2 R A
AN i B 1, 26 SDS-PAGE Lk J& 5% JBE 40 310 il % 4t
p-ERK1/2 \t-ERK1/2 | p-JNK | t-JNK 4 & AR 1 42 1k 9 Wi b
I EHUR 1gG, ECL B, 43 B4 p-ERK1/2 (t-ERK1/2 , p-
JNK t-JNK 25 1383k, DA Tubulin SN2,
1.6 [T MAPK 1551338 /& TF 89 & G K&

SRS AT AT OIEH Xt B2 ; QB XS BE4H (GFP 41) ;3
Y4 pTracer CMV2-CRP, Bl CRP-GFP 4 ; @ CRP-GFP + U0126
(10 wmol/L) ;CRP-GFP + SP600125 (5 pmol/L,n =5), &
LY s AR Y HUVEC J5 1555 30 h, 55 @4 55 G4 43 5
U0126 .SP600125 4k 2L 4557 18 h 5, £5 41 2 M dae 5 2K 1 4R B
) £ UL A A5 BRER A M P S8 1, Western blot 34 TF f) 8
A%k,
1.7 RT-PCR #= Western blot 4~ #F [ B LOX-1 &

pTracer CMV2-CRP 549 TF &k

SES AN DI X IR ; @B M XT HR 41 (GFP) @)%
Yt pTracer CMV2-CRP, B CRP-GFP @ CRP-GFP + anti-LOX-1
(20 pg/ml,n=4) , HHEEYNIFE Y HUVEC J5 1557 47 b, 5
@A anti- LOX-1 4kZ28555 1 h,
1.7.1 RT-PCR il TF mRNA 353k ¥ 1.7 th&4 4040
AbRE 48 h J5 ] Trizol #¢ Ui W] 5 42 H 25 41 40 g &1 RNA, RT-PCR
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WA PIRG4S 2 TF ) mRNA 3K, /25145 B-Actin f HLEAQ o2 3
P -— T ulin(55%10°)

1.7.2 Western blot 4347 TF & 4 %15 B 1.7 e
JfI4b 38 48 h 5 Pl Gl SRR ) G 15 B 20 R S M A e
I, Western blot JEAG I TF )2 F 43k
1.8 it

DL A SR A 3 I B L v £ s IBER SR SPSS
13. 0 GEiH R AT GE 27000 , 2 D REA B LU BCR A A
B 2200 A REA B LU SR T ¢ K

2 Z#R
2.1 pTracer CMV2-CRP #: 3 HUVEC 5 LOX-1,TF
mRNA % &

T X BEZH L BH M X BB 40 ( GFP 4H)  CRP-GFP 41 LOX-1
mRNA i %t % ik & ( LOX-1/B-actin) 43 3 4 (0. 24 0. 01) |
(0.23 +£0.02) .(0.70 +0.03) , iLI& 1, CRP-GFP 4 5 IF % %t
WYL GFP 4 #5227 . 3% (P <0.05), CRP-GFP 4] () TF
mRNA %} 323k & (TF/B-actin) 2 (0. 442 0. 040) , B & &5 F
GFP 41 (0. 150 +0. 027 ) FlI1E % % HE 41 [ (0. 146 +0.030) ,P <
0.05,& 2],

2 000 bp—

1 000 bp—
750 bp—

500 bp—| «—B-actin(593 bp)

250bp —LOX-1(193 bp)

100 bp—|

M:A7Ae ;1. E3 3F B8 402 . GFP 483 : CRP-GFP 41
E1 CRP _if HUVEC LOX-1 mRNA §53i%

M 1 2 3

2000 bp—

1 000 bp—
750 bp—

500 bp— —B-actin(593 bp)

250 bp— «—TF(253 ])p)

100 bp—!

M: A7 ;1 E% 34 BB 48,2 : GFP 48,3 . CRP-GFP 48
&2 CRP i HUVEC TF mRNA f&i%

2.2  pTracer CMV2-CRP %% 4 HUVEC /& LOX-1,TF
0 Ek G kL

TE# % BR4H .GFP 4 .CRP-GFP 4% LOX-1 5 Tubulin & 4
FERIRBE(EZ H A3 49 (0. 255 8 £0.040 0) ,(0.243 2 £0.020 0) |
(0.661 6 +0.0200) (K 3), CRP-GFP 4 LOX-1 ik /KF i
FETHALRLH (P <0.01) , GFP 2H HIE & % BLH A ] B 3
£S5 (P >0.05), 1E# % B4 GFP 4] CRP-GFP 4 f TF 5
Tubulin & [ 2535 K B 2 4 518 (0.217 4 £0.020 0) |
(0.2052 +0.030 0) .(0.727 4 £0.020 0) (& 4) , CRP-GFP 4
TF (35K 83 5 T HALS 4 (P <0.01) .

l—- — | 0X-1(38x10°)
1% 288402 GFP 48,3 .CRP-GFP 21
3 CRP i HUVEC LOX-1 EEHFIE
1 2 3

——— e s <—'uhulin(55x10°)
P —— (47 10°)

1% *F A8 48;2 . GFP 41,3 . CRP-GFP 41
4 CRP i HUVEC TF EEHFE

2.3 Western blot 5-#712 5151 MAPK &5 & & £k

GFP 2 .CRP-GFP ZH 4 Hf15% 4 48 h J5 , 5 1E 5 % B2 42 B
MR, 450 P-ERK1/2 T-ERK1/2  P-JNK | T-JNK %& [ /) 35
ik, CRP-GFP ZH4i %% 4% 30 h J5 /il UO126 (10 wmol/L) 4k&i k%
18 h, LU E 14> B P-ERK1/2 T-ERK1/2. CRP-GFP
¢4 P-ERK1/2 i3 AR XS #35H(0. 625 3 £0. 040 0) 5 1E 4 %
HEZH(0.215 2 £0.020 0) F1 GFP 41(0.220 7 £0.050 0) {21
J(P<0.01),7fi 3 41 [A] T-ERK1/2 P-JNK T-JNK % 4 ik TG
B ¥R (P>0.05), CRP-GFP + U0126 41 % CRP-GFP 4]
P-ERK1/2 B[ BEW/(P<0.01) (ES5),

P-ERK1/2(42/44x10*)—
T-ERK1/2(42/44x10°)—

P-JNK—

T-INK(46/54x10°)—

—
S}
w
~

1B 23R8 20 ;2. GFP 4833 : CRP-GFP 28 ;4 . CRP-GFP + U0126 41
5 Western blot 9#{5 51518 MAPK fIE A RIX

2.4 ERKI1/2 LB 5 JNK Fa 7 7 2 CRP % 5% TF
EHREGHA
Western blot #5420 TF [ #3k . 4558 2~ : CRP-GFP +
U0126 41 TF & FIARR 3231545 (0. 342 9 £0.030 0) 4 CRP-GFP 4
(0.765 5 +0.020 0) I Z /> (P <0.05) , fif CRP-GFP + SP600125
20(0.725 1 +0.030 0) 5 CRP-GFP 41(0.765 5 +0.020 0) & .
FIEZESF(P>0.05) (& 6)

1 2 3 4 5
b S D S S < Tbulin(55%10°)

[ e —— T (47x10°)
1. B % B8 20,2 . GFP #1;3 . CRP-GFP #1;4 . CRP-GFP + U0126 41

5:CRP-GFP + SP600125 48
& 6 Western blot ¥l &4 TF & HRKIEX

2.5 LOX-1 f& pTracer CMV2-CRP % § 44 TF & & P
894 A
CRP-GFP + anti-LOX-1 2 TFmRNA Fik 2 (0.264 +0.030)
#5 CRP-GFP 41 (0. 442 + 0. 040) ' 3/ (P <0.01) (| 7).
CRP-GFP + anti-LOX-1 24 TF ZE [ #6355 (0.324 4 +0. 040 0) %
CRP-GFP 41(0.727 4 +0.020 0) 3.2/ (P <0.05) ([ 8)
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2 000 bp

1 000 bp
750 bp

500 bp «—B-actin(593 bp)

250 bp <—TF(253 bp)

100 bp
M: A7 ;1 £ 2T & 2032 GFP 483 . CRP-GFP 1;4 . CRP-GFP +
anti-LOX-1 48
7 LOX-1 [EEf#I T CRP iS5 HUVEC TF mRNA Rix
1 2 3 4

—— S W S < bulin(55x10°)

B e S — T (47x10%)

1. B 3T P8 2052 . GFP 4833 : CRP-GFP 28 ;4 . CRP-GFP + anti-LOX-1 41
8 LOX-1 [HET#I T CRP iS5 HUVEC TF EHEKi&

3 itig

S CRP 78O ML 0 1) 22 J aed At v IR SR ¢ &
WAEAN BT IE F2 B CRP J8 390 40 g 5 . 4 e SE A
F14 3 1 0] L85 P9 B2 A B 28 3™ o LOX-1 ft
FHUEBEVE A oxLDL (1) PN B 20 A 25 1 45 S5 1 32 44, 157
oxLDL B AE W22 o 65 A Sl ik ok A s A0 350 57 1) .
BB AN BB RS .0 UL 2R e L 3l P A 7
LOX-1 35100 B4 m'™) | dt ek LOX-1 9/ BUBH 1E P
FINREZEHEL I T BESBOIE AL L S0E LOX-1, 224
JE N MAPK {55 3& 18180 VCAM-1 ICAM-1 MCP-1 3}
NI RE 2 ELS A2 oxLDL W% Wi S 38 UL 40 Bt 0 T
MMP ()R 38 N BEL ) A Fe e o A SCHkHRE N E
2 C iR AP LA N5 2% T T CRP Y
AN 0 T LA S 86 R T S 41 FOkE CRP
UL HUVEC 4iififl, 2538 515 % X R4IAH L, CRP §%
Yeg] LOX-1 i) mRNA FIEE H KRB B EFER N, 5 Li
st S ek B0 W] CRP L8 T LOX-1 [k,
LR CRP 5@ 11155 LOX-1 B Zeik , BAT [A1454E 3k
SRR R AL A BB AR 2 P B

SR SRR CRP GBS s AW I &E R4, A2 F 1f
FTE 75 i R SR =4 o 8O A% R R TR 3 33 5
421 CRP J3 sl #MA 2 48 34 hin.O i FUH. CRP A9 RH
VT30 B 1 s Feh e 2, HL CRP SN B 20 i T e 25
FAMKIMEIE R . AT (TF) 1255 3 L5k R 5
MR E RS T, 5 Wa 7255 5 16 AL IXFT X 1
FueTE . RN SMIFFE 3B CRP 075 41 i
RIE(E S p38 MAPK ERK1/2MAPK ,JNK MAPK K
9 NF-kB, AP-1 [EGR-1 &8 5% [ 1175 5 1L 5 PN K2 4
JH PV UL AE MG L R A% A B TF 23R 38, Ho X S8 500

i Fer ZARVE . CRP T TF 226 1287 AR
) 200 e AR F MAPK {5 538 12 il Fer Z R AR,
GNAE I 45 S H LA S CRP | iJE TF 2635 200 o 55 8
ERK1/2 MAPK ffijE P38 Fil JNK MAPK LA} 3% 14k Fe
gamma R1la; 7E 40 CRP 13/ TF ik J& il i g
#f) P38 F JNK MAPK L) f2 321K Fc gamma R [ # Fc
gamma R II i3 ERK1/2 MAPK, 745 # CRP &
H ORI i T HUVEC 40ff TF /9 mRNA I F K5,
H FJ# T P-ERK1/2 By 1 %1k, Mixt T-ERK1/2  P-
JNK T-JNK 25 [ ik %A % PE i, ERK1/2 BH
FI4E INK FHWTHI R T CRP 509 TF H [1£ik, 5
Chen 25" 77 4% . — 5, F W] CRP @ i ERK1/2
MAPK 1% 2-3&424E INK MAPK %42 | T HUVEC 41
Jitl TF [k

IRk 18 ( Fc gamma receptors, Fer) B CD16
CD32 .CD64 # ik Ay J& CRP 433 76V 1 JUL4H L . 4 B2
i RAZE VRN Az K, 5 CRP 454987 CRP
B E W) F IR, fel Shih 251 Hi738 LOX-1 J& CRP fy
B4, LOX-1 5 CRP B 3456 AMEH S E0N i
i i i 4 A TL-8 \ICAM-1  Fll VCAM-1 3Rk 34,
LOX-1 {74 RNA 355 CRP ()X F e R &0, H
FASER 582 W58 UE B LOX-1 7E 4544 145 & oxLDL fit
PR O 5454 CRP 198 DA Bl Sy . Fujita 251
W AZE LOX-1 j& CRP J7 ¥ 52 14, I BB AH T 45 & 8 77
CRP 5y M55, CRP 5 LOX-1 B454 74
BT H SR BEIRGEE S 455 , A XF CRP 5 Fer 524K
(R RMAZE B 1R E5 A 11E D A 1T, CRP B 1 5 LOX-1 1
WEREBEAR B 25 & R 4s 4, H CRP it LOX-1 i 5
X Eh Clq ZdkhR "™, AW, CRP 5 LOX-1
M For Z K25 G AL 1 ohRe LA A, H
LOX-1 5 FCR 2 & 4E Rk Ut AR : LOX-1 & —A
SRR JE PR R 25 R PR 2 A ox-LDL 45 A g 4%
20 R R - o I B R A5 SRR A I A P B 4 L
3K ;1M FCR SZURTE I8 PN Rz 240 B R i L0 R 8
—ERERE A, L, o] LT AR X T FCR & 14,
LOX-1 7E il PN Rz B B R R I A bE I B R 15 %
B B VR . FEAS 9256 o CRP H 4 FROR 3 i T
HUVEC 4fiffi TF mRNA FI#E (13535, bt LOX-1 ffiL
BT CRP i5S:0 TF FRakH . A58 R
CRP 55 TF FiE AR Filid FCR ZAKR M 7 —#iE
%, Bl LOX-1 3Z{ki&4%, CRP i LOX-1 #8745 TF £
TR ELARBLE] v AN A

M2, BT BT E W CRP %S HUVEC 41
LOX-1 Z&ik b, il id LOX-1 23X — g 1% 1 i
TF % ik, CRP i i+ ERK1/2 MAPK {2 & 12 4F INK
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MAPK 4% 1198 T HUVEC 41 TF (9335, R0 i 4
PR DTS IG S AT RERBT AR A2 . 1ELLS RO F
Firf, Wt — 25T CRP 5 LOX-1 Al FCR P4~ AN [
SERBINE FBLE L AT CRP A= 24 T RE RS MR, 5 1
JeE TF ki B v i A A AL AR
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