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g T LA 24 R XSUBRTT I /N 24 10 %k Bt i Pk
PN R A0 4 475 R0 A B IAL /0 Al 266 B 1 52

IH4 B OB B K 8 F OFEM & W o & g kg

WE BM AT PIBK/AKL i@ BAF R & A& v 25 5K A IR 40 o /)N 4 25 4 3¢ B AR %5 B iR & & (oxi-
dized low density lipoprotein, ox-LDL) i < & A BF# Ak 1 & %0 fe (human umbilical vein endothelial
cell,HUVEC) #i45 Z 35 W & 509 de DAL I 69 VB A Bdudl . 773k ¥ HUVEC Badug A = g A FE A
(80 mg/L ox-LDL) 28 4 (15 wg/mL T & B4k +10 pg/ mL &A% F +80 mg/L ox-LDL) 28 /¥ A %
*t % 23 (Panax Quinquefolium saponins ,PQS,160 pg/mL) + =Xt ¥ 23 (Panax Notoginseng sapo-
nins ,PNS,160 wg/mL) + R 3284= LY294002(30 wg/ mL) +PQS +PNS + 3t 4, 5 4, A AR
fe AR HUVEC A = R4 W & — d MR A8 WH 0L A4 k46 m) HUVEC k& SLEs Bt 2.8 % (lactate
dehydrogenase,LDH) ;3 4t %, %% % 4wl HUVEC k& & 48 12 18] 45 By 2 -F 3% £ (intercellular adhesion
molecule,ICAM) ;Western blot 41 HUVEC ¥ p-PI3K .p-Akt & &k, &R L g, £Am
HUVEC A = %, -F 3 % £ 3% /£ (mean fluorescence indicator, MFl) .LDH ., ICAM & & 34 7 & (P <
0.05) ,HUVEC p-Akt & & Rk BAK(P <0.05) . SAEA 4k, sl HUVEC B = F 4= LDH 33+
2 (P <0.05) ,MFI #= ICAM & E 35 A% (P <0.05) ;PQS + PNS + 4208 = % MFI LDH.ICAM 34 &4k
(P <0.05),PQS +PNS + 321 HUVEC F p-Akt & k3¢ (P <0.05) ., 5 bi,PQS +PNS +
#.48 HUVEC A =% MFI.LDH & ICAM 348 2 4% (P <0.05) ,HUVEC ¥ p-Akt & iA 7% (P <0.05);
Fe N PIBK 45 3P 474 7 LY294002 & ,HUVEC Y p-Akt kA7), 5 47 fo o 25 B e I & & o Lk
BRAFAVERYE L, Fit FAFLPHERARIET EEN X80 PISK/AKL i85, R 5% ox-LDL #5949 A
B 4m R T A B AR A W B T 6 o AR RE TR
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Chinese Herbal Compounds for Supplementing Qi and Activating Blood Circulation Combined with
Dual Antiplatelet Drugs Alleviated Human Umbilical Vein Endothelial Cell Injury and Platelet Adhe-
sion via Up-regulation of PI3K/Akt Pathway ~WANG Ming-ming', XUE Mei', YANG Lin', MIAO
Yu', XU Yong-gang1 , KOU Na?, QU Hua?,and SHI Da-zhuo' 1 Department of Cardiovascular Dis-
ease, Xiyuan Hospital, China Academy of Chinese Medical Sciences, Beijing (100091 ); 2 Graduates
School, Beijing University of Chinese Medicine, Beijing (100029)

ABSTRACT Objective To observe the effect and underlying mechanism of Chinese herbal com-
pound (CHC) for supplementing gi and activating blood circulation (SQABC) combined with dual anti-
platelet drugs (DA) on oxidized low density lipoprotein (ox-LDL) induced human umbilical vein endotheli-
al cell (HUVEC) injury and platelet adhesion evoked by injured endothelial cells (ECs) based on PI3K/Akt
signaling pathway. Methods HUVECs were randomly divided into 5 groups, i.e., the blank control group,
the model group (80 mg/L ox-LDL), the DA group (15 pg/mL aspirin +10 pg/ mL clopidogrel +80 mg/L
ox-LDL), the Panax Quinquefolium saponins (PQS, 160 pg/mL) + Panax Notoginseng saponins (PNS,
160 wg/mL) +DA group, the LY294002 (30 pg/mL) +PQS + PNS + DA group. HUVEC apoptosis rate and
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platelet adhesion to HUVECs were detected by flow cytometry. Concentration of lactate dehydrogenase
(LDH) in HUVEC supernatant was detected by biochemical assay. Concentration of intercellular adhesion
molecular (ICAM) was detected by radioimmunoassay. Protein expressions of p-PI3K and p-Akt in HU-
VECs were detected by Western blot. Results
rate of HUVECs, mean fluorescence indicator ( MFl), concentrations of both LDH and ICAM increased
(P <0.05), and p-Akt protein expression decreased (P <0.05) in the model group. Compared with the

Compared with the blank control group, the apoptosis

model group, the apoptosis rate of HUVECs and LDH concentration increased (P <0.05), concentrations
of MFI and ICAM obviously decreased (P <0.05) in the DA group. The apoptosis rate, MFI, concentra-
tions of both LDH and ICAM all decreased in the PQS + PNS + DA group (P <0.05). p-Akt protein expres-
sion in HUVECs obviously increased in the PQS + PNS + DA group (P <0.05). Compared with the DA
group, HUVEC apoptosis rate, MFI, concentrations of both LDH and ICAM in supernatant obviously de-
creased, p-Akt expression in HUVECs increased in the PQS + PNS + DA group (all P <0.05). p-Akt pro-
tein expression in HUVECs was inhibited after adding specific PI3K inhibitor LY294002. Protection men-
tioned above all disappeared in the PQS + PNS + DA group (P <0.05). Conclusion CHC for SQABC
combined with DA could alleviate ox-LDL induced apoptosis of endothelial cells and reduce injured ECs e-

voked platelet adhesion via up-regulation of PI3K/Akt pathway in ECs.
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o] ] DT ARFR SO A% B 2 BB TE I/ N (LT )
T 2K ER G AR, U HIE & B IR B kA AR YT
(percutaneous coronary intervention, PCl) K J5 &
HIRHRAIT IR o (AR, RV R AT HL I MR
BIT A 7.4% ~16.5% (B & 1E 12 > R A 1
RTEES L n ol B S A T 2 T
T PR . P R0 5 R BRI 0, 8 4o 20
fit 18] &5 Bft 4> F Cintercellular adhesion molecule,
ICAM) S5EZb BN 731753 1L/ IR XGT A B2 1 286 B LA R I /)
B AL, % Ak A i /N B 0 — o P i 38
057 AT IR S 4 P R G /R R
BRI A2 T 8 A 2 ML A S0 A A 5 T o SR T AT
XoF PN B2 AR TCOR AT, i e 2 AH DGR IE

PHES 25 B2 (Panax Quinquefolium sapo-
nins ,PQS) fil =-L & .1 (Panax Notoginseng sap-
onins ,PNS) B4 b e g I I3 1) — P L R e T,
REAE I PRAE S 1IE S £ <030 1 H 25 1565 BT be B WU
TREFEAR PCI ARG S A AR S AR 28 TRl B ik AT LA
AR ATL 5 R 0 R SEIE S P RE S
FEEMERST PQS AT LLE 18 N Rz 40l PIBK/AKt
R S B U P e AR R P PR 805 2 I
IO RS RE 5 D8 PN R 240 L4045 S A0t 0 Y e 175
AR AL/ NI R B, AL 2 759 e PISKIAK 3 % 4 3 75
EAFWT TS AW 7 A A AR 38 2 IS 2 1 (oxidized
low density lipoprotein, ox-LDL ) 755 & 37 A i ik
N 411 B9 ( human umbilical vein endothelial cell,

supplementing gi and activating blood circulation; endothelial cell; platelet adhesion;

HUVEC ) #5780, MR 25 <0006 1M 245 B AT 6 ox-
LDL 514735 P Bz 40 10 g 7 T 0 PN R 286 R 0 2 i, 3 A
PIBK/AKt 38 F&FR T HAE FHLS]

M5 %

1 MPRBIREE /IR B (@R R IR, 30 A4 IR
HHP T E T R B 5T AE B 2013 FWFSEE AR
20 ~30 %, V¥ 25 & R IEHE FHum T 1 4~ H AR IR
FRARATHT LIV HUBEZT Y o ARFL Akt s $ih 3RO e ik
10 mL, i #A S 3. 8% MR HLEEE H , b AifE 7
SH5), ST R 1 500 r/min B0 15 min, K15 &
I/ M2 ( platelet rich plasma, PRP),PRP =i
3 000 r/min&.L> 10 min, YLIE I/ & F ECM
B PR/ MG TECH 1 x10%/mL, fa B P= 1A
A G EE KO PR B

2 4%y Bl DT ARAR ME AL (200 mg/f, 5
201405) Bt R = kA% 5 A e it (100 mg/iil, #t'5-
201403) \PNS(100 mg/fi, #t5: 201002) ¥y A
Hf I 24 S AR ) S R E BT, PQS (152 140311) I A
HE LRI,

3 KA EE  ox-LDL g [ 7 M 28 5 A Rl
B PR/ 7 (#5:201507 ), CD144-PE #i ik (#t
2.E19430 -102), CD61-FITC $iik (fit5:J4012-
NM03C ), PO-PRO-1/7-AAD i #| & (4t 5.
V35123) ¥Jik) H 3£ [H Life 27, Western blot —#$i
p-Akt(#lt*5:0019), Akt (H{It5:0017) ¥ [ & [
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CST A#). W45 5% 3L (endothelial cell medi-
um,ECM) Iy B Science Cell /A #] (#t5:16854)
6-keto-PGF1a il f2. 25 & (41t 5:20160115) . TXB,
Wzl (#5 20160115 ) iy [ I s AL 52 Wy 4%
A BF 5% fif. CDB1-FITC . 55 B $it 1Kk (it 5
348093) ,CD62-PE HLog ST (#t5:348107 ),
¥ B £ E BD A Hl, CO, 415 35440 1 £ E
Thermo 28w ; | 9% 2 BUA Y2 24600 B #r ik ES-
CO 24 Al ; it = 4 i { ( NAVIOS) 11y B 3% [E Beck-
man Coulter /A7) ; T25 4 il 155 57 .6 L 41 je 55 33
.15 mL B.0% .50 mL B0 % [ 3% E Cor-
ning 2w,

4 Jrik

4.1 HUVEC #ifie/re 5k S Mk 12]
A A5 20517 HUVEC BIZES . Jom & 1F N B {dBE
PRI AT, FH 0. 1% B Bl TV T Bk Ui 4R HU-
VEC, ¥/ ECM J;3:5: ¥ HUVEC #:F T 60 mm
AL IEFRL( Corning, 22[H) , & T 37 °C,5% CO, 1
F246 (Thermo, £ ) 5%, R 4HIE A 7+ & )5
24 hilil, Z I AR 2 Rk 1 . freiiua &,
JH 0. 25% e B AR A . SEB R AI4E 5 A4

4.2 Ml kg PNS WiRITIRE N
100 pg/ mL"™ B WA SR R B Sc a2
SEAHFZE I PQS 1 PNS (3 BE 258 160 pg/mL.
HUVEC Bl HL 4> 25 4l R R 20 BT 4H . PQS +
PNS + X472 Fil LY294002 + PQS + PNS + M4 4,
54, SHHAMME T 37 C,5%CO, BEFfaHH
UG 57 16 h 55 AU 2 20 M 8% 5% B b oim A ox-LDL
(80 mg/L), 37 CHIFFFIFE 16 h; Bbrl4nHuks =
e hn AR R UL AR (15 wg/mL) FE Ak kS B
(10 pg/ mL),37 CHFFEMF 30 min, ZJ5MA
ox-LDL(80 mg/L) ,4+Z:i#H 16 h; PQS + PNS + 3{
PULH 40 85 37 35 b A PQS (160 g/ mL ., PNS
(160 pg/ mL) B & PEAK (15 wg/ mL) FIGEMLAS T
(10 pg/ mL),37 CHFAHFEE 30 min, ZJ5 A ox-
LDL(80 mg/L) ,4kZ:07 & 16 h;LY294002 + PQS +
PNS + X740 40 s in A LY294002 (30 pg/ mL) i
JeIEE 1 h,ZJ5[R PQS +PNS + Wi,

4.3 HUVEC JH12#% RH PO-PRO-1/7-AAD
PTG & A HUVEC P T-%, 0.25% iK1
W% HUVEC,PBS #7:2 , & F1 mL4 C PBS
o PR AT RO 1 x 108 /mL, B 100 L 4
B IMA 2.5 ub PO-PRO-1 #i11 pL 7-AAD, #E
EE 30 min, PEAT AT

4.4 HUVEC L5 Al (lactate dehy-
drogenase,LDH) Fl ICAM & & kg HUVEC Fi&
W, A AR TR I LDH ¥R, i S i K ICAM ¥R
TR F A AT S A TR

4.5 N - IM/MRETHHESL #5100 pL i/
BUEBIN A HUVEC R34 ,37 C A 240005 5
5 min, BEEEE, Skl IR, PBS ik FR L
3, 0.25 % A FEGUEE HUVEC JZEFt7E HU-
VEC LI/, PBS G 2 i, & T 1 mL4 C
PBS 1, %% HUVEC 4% 1 x 10°/mL. Bt
100 L ZHHEW, A 2 wWLFITC FRic 194t CD61
oA 2 wLPE ARiC 3T CD144 Fiplk , defrim 240
153 Hr. CD61 il CD144 43 %A 1fiL /)i Al HUVEC
AR REERRT S . W CD144 FITERY 4N
(B HUVEC) " CD61 19 V-¥5¢ 6 B (mean fluo-
rescence indicator , MF1) B[l AT Jz e P Rz 21 B b ifi /s
i A R R

4.6 HUVEC ' p-Akt.p-PIBK ZE#£ik %
H Western blot #illik . Fdsigi ffods 55 b ig ik, F i
7211 PBS it HUVEC KiFRI0L 3 ¥, M EE SR i
A 200 L 4 i 2R i, =2 J5 FH 20 R ) 70 ) B4 e
12 000 r/min,4 °C &.0>10 min, B 3% ,BCA LT
EHER. BRREDMMBANE,10% SDS RN/
Pk RcBE S LK 4 CHE R %) PVDF B 1,5 % BRI 4
M1 h, bt p-Ak HUEFIHE Akt Bk 4 CHEF S
. HRP ARCHY —$H0(1:2 000) # IR H 1 h, Al-
phaEaseFC 6.0 43 #r 45 A FE(H

4.7 itk SR SPSS 13.0 34 ik4T
Geit IHEVRH x £s Fon. ZREABEILECR I H
BRIZ Jr 22 50 M, IF 07 5 22 55 PR 5, J 22 5% HILSD
KU, =T HTambhane’ s t 2 #5455, P <0.05 K
ERH G L

# R

1 %41 HUVEC =R (£ 1. 81) H=
FI4H e, # A 2H HUVEC P8 T-%F & (P <0.05)

R®1 HYHUVEC AT REE (%,x=xs )

bl RS

1
iy

n
6 4.911 £2.115
6
FYEIN 6
6
6

18.513 +3.099 "
20.011 +£6.4014
PQS +PNS + 3 5.520 £2.444%4
LY294002 + PQS + PNS + %l#i 16.438 +4.346°

TS5 A, P <0.05; SN H 4, 2P <0.05; 5 XU
4, AP <0. 0535 PQS +PNS + 340 4z, P <0. 05
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10B1:7.78% [B2:12.11% 10*B1:30.61% B2:11.83% 10%81.2.75%  |B2:24.80% |
1074 1074 102
10" 10" 101
#B4:6.95% B3:3 B
10043 ' 1004 10
A B
0 T T T 0 T 4 T 0 T T
10° 10" 102 10° 100 10" 102 10° 10° 10" 102 10°
10B1:3.67% B2:14.93% 10°B1:4.30%
3] H: ANEEY; BRI
1024 10
MY ChHhMWHL4: DA
16 PQS+PNS+X#i#l; EXN
10 LY294002+PQS+PNS+M#i
1 H: K2, 3
o 10% 107
< ; D B
N ‘
0 T -~ T 0 3
10 10" 102 10° %
PO-PRO-1
E1 £4 HUVEC FHT-HRILE
SRR AL, WAL HUVEC - T 5 8.1%, 3 FHMFIEK(E3,K2) HEHHE,

PQS +PNS + 42 HUVEC 1% &4% 70. 18% ,
ZERBAGIE X (P <0.05), H PQS +PNS + ¥
Prdl HUVEC T3 B 0BT 4l B B %K (P <0.05) .
5 PQS + PNS + XU$i 41 b %, LY294002 + PQS +
PNS + 347i4H HUVEC i T- % F 5 66.42% , 2 7 A
St X (P <0.05),

2 #41HUVEC L% LDH #1 ICAM ¥ ¥ H4k
(%£2) SxAdlE, R4 LDH F1 ICAM ik & T+
(P <0.05), SR AR, Wbidl LDH iR T
5.41%, PQS + PNS + XU Bt 41 LDH ¥k J¥ F# ik
35.70% , ER WA G2 L (P <0.05) , Myt dl 5
PQS +PNS + X4l ICAM ¥ i B (P <0.05)
WA A, PQS + PNS + %414 LDH F1 ICAM
WEFRMLE W & (P <0.05) . 5 PQS + PNS + Xt
41 H %, LY294002 + PQS + PNS + X $ii 41 LDH,
ICAM ¥ &2 T (P <0.05) .

#R2 %4 HUVEC 3% LDH.ICAM
WEE (ULxzs)
415 n LDH ICAM
& | 6 230.616 +79.127 32.338+3.728
] 6 441.366 +33.489 " 43.977 +2.664 *
e 6 444.440 +75.519% 40.050 +2.740%
PQS +PN + % 6 270.315+39.6172433.793 +3.05544

LY294002 +PQS +PNS + Xl 6 444.426+33.678° 39.950 +3.077°
He A A4, * P <0.05; M4 g, 2P <0.05; 5
S E:, AP <0.05; 5 PQS +PNS + XUiH L4k, OP <0. 05

BRI MFI THE (P <0.05) . SHEIRIZ i, AT
5 PQS + PNS + X420 MFI ¥ &A%, Hd PQS +
PNS + W4t 41 MFI FEALE B 2 (P <0.05), 5
PQS +PNS + XUt 4 Heds, LY294002 + PQS +PNS +
XHLAL MFI FH (P <0.05) .

®3 KU MFIHE (x£s)
41 n MFI
2H 6 2.938 +0.330
LY 6 5.027 +0.413 "
XL 6 4.487 +0.402%
PQS +PNS + XU 6 2.615 £0.25244
LY294002 + PQS +PNS + XU 6 4.378 +0.588°

S5 AgHE, * P <0.05; SN A, 2P <0.05; 5 XU
HI#, AP <0.05; 5 PQS +PNS + 34 ik, °P <0. 05

4 #41 HUVEC ' p-Akt.p-PIBK &35
B(F4,K3) SEAHE,BRIL HUVEC i p-
Akt FIEEML(P <0.05) ,p-PIBK 3352 F 55112
BN (P>0.05), 5HIAIA AL, PQS + PNS + Xt
41 HUVEC ' p-Akt 531 (P <0.05) , HAth 3235
LRI E L (P >0.05), 5MFi4l i,
PQS +PNS + X4l p-Akt FiAT+HE (P <0.05) ,p-
PIBK FikZRTGHIHE X (P>0.05), 5 PQS +
PNS + M4 L%, LY294002 + PQS + PNS + Wi
4 p-Akt FILFEAL(P <0.05)
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50 80
40/ MFI=2.87 MFI=5.99 MFI=4.82
60 100
304
204 50 4
é:0.59%|
101
i 0 ‘
10 10! 102 108 100 102 108 100  10° 102 108
CD61-FITC CD61-FITC CD61-FITC

50+
60+ MFI=2.40

| 01
10° 10 102 10° 100

CD61-FITC

MF1=4.78

102 10°

CD61-FITC

B2 Sdlif/ MR L

#4 £4 HUVEC p-Akt/Akt . p-PIBK/PIBK
BEORBHE (x£s)

4151 n p-Akt/Akt p-PI3K/PI3K
Z=H 3 1.312£0.230 2.186 £0.190
A 3 0.934:0.210* 1.8940.112
Xt 3 0.867£0.101 1.673 £0.201
PQS +PNS + 3 3 1.308+0.221%4 1.876+0.121

LY294002 +PQS +PNS +%#i; 3 0.543 +0.282°  1.634 £0.230

TS AR, *P <0.05; SR L, AP <0.05; 5 3T
s, AP <0.05; 5 PQS +PNS + il i, ©P <0. 05

p-Akt | 0.00 kD
At | .00 kD
p-PI3K | o o5 D
Piak | : 5 00 kD

A B C D E

3 %4 HUVEC p-Akt/Akt.p-PIBK/PI3K

AR ]
o

PN R £ A0 £ 2 I A T B B 2R B IR R, I 1
IO Dal 7y | RAN RO RETR R Al RANY =21 N
T AR T B o ARG W, 25 G I 2y
XTI AT LS AT Rt A% ox-LDL 5 14 19 Bz 440 g

PATRIN R — Il /NS B, LU 5 P Bz 20 . PIBKY
Akt A

XUHTE 0T P Bz 240 6L 1) 52 M 0 A7 FE S 180 A RS
LT i o E I e D @ s | = R Q| =3
I AR R AR s
WF5E 0 7, B BT A GO A B T R RE R Y R T
E' LS BRI N B 40 S A S A 0 LR,
G WF 5 0 BT E] SRR AT 4% ox-LDL 75 51 9 iz 481k
IO BT R A S 2 (B A AR5 3 £ el ) DE bk )
DY 4 M U T O G e R AR W R T 1 x
107 mol /L f ] ) VE bk S5z 171 T2 P9 B 4 i A =122
AR W] X ox-LDL 5N 2 i T
ML AN BE R AR E R

ICAM 2 A 30 N K2 — il /N 266 B 1) 2 22 43
Fo BTEIVCARAT LA S PRAL N F2 COX-2 251, AT AR
P9 B AL ICAM FR235 1200 SRS 15 T LA RAIR 9 iz %
REAN IR G 2 1K%Y 0 A S0 o BUHT A 2 AR T T
ICAM ¥ i , 5 BEAE T 50 2 — B0 > . ok, kg
HRAEHC AL /SR 25 P ARG A B — /N AR R
) A S 5 XU R AT L /N AOR PR 248 L ) 2R B —
A5 AU PN B2 ICAM B30 il 7 FH A 56, — T T A5 40
Py IR P FE F A 26

F6IE ML 255 U, AT RARRAR 4 Bz 40 i
JHT23, IEAR, 25 0 I 24505 AU RE IR ICAM 3Rk
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ZAELIG U 1N ol DR (I e el A2 D A 1]
LY294002 ji4Fk T 28 G M 2509 LiRVER . X s
TS I P 2 PR 4 N B AT ICAM 23 B AIK I /]
i 28 R A A X 55 P9 B 4 PIBK/AK 58 A G

PISK/AKt J2& T Y 2k - 40 I 35 2 00 ) 200 Jig 0 1=
. Wang J 2 ESE PQS W] LU I N R AR
Jiil PI3K/AK 38 B A 30k 4 5 20 M e B 175 5 1Y DY Bz 4
JFRG AP T ASHE 5T 25 R F B, ox-LDL ] DA FFAIK
PRz 4 p-Akt 2 R GA, X8 ox-LDL i
F147 PR Bz A4 A58 47 0 O T 0 LI o Y Bz 41 PIBK/Akt
WEEA . 2G2S RPN R4 p-Akt EHEH
Z5ik, IR G R A ox-LDL 755 19 P Bz 40 B 03 T 1
LDH 7K°F-. LY294002 BH T B2 4 i PIBK {5,
S L 240 P R A0 O T R A I A L 2L 3
TIE S 5 3 I P 24 2 am 1 b 3 PN R 41 PIBK/AK 3
B 2 A Y B A M A B A

PI3K/Akt 8 % 7] LA o 2 Fig 12 & $5E A [6) 1Y
ICAM P45 VEFT ., Kim HG 452" E 52 TNF 3l it 1% 1k
PIBK/Akt i@ % {£ #F ICAM i % 5 ; Radisavljevic Z
S5 2TISE S L4 PN R A KR Tl g B 3R PISK/AK Al %
i3 ICAM 9335, 1641, Yamagata K 45 JES2 %%
Lyt R R 40T PISK/AKt i &40 il ICAM
[ 2ik , T & 15 A B2 (R4 P . Lu CY 4529 JIE s 2
Lo N TR G o B R N R 0 MY PISK/AKt i #4110 4l
ICAM ik, T TNF 530 R RE S, A 5286
PR 25 00 I A 245 1R o] RE A kB R PN 2 A e PIBKY/
Akt 3 % & FEI ] ICAM ZER 1R

SEL U B AR R SR IR IR , 25 3 I H 24 HAT b
SERAR TS ERIEL Y Dk, R )z o T e O 4
AP PRIA T T . AR SLIe 4t R, 55<
TG I P2 IEA T, AT DL 98 5 R A i PIBK/AKt
A U ox-LDL 5 51 P B2 Al A5 5 AR T, A
— IR P B T /MR ZR . — TR ER T
USRI/ MR E ], — 5 TSN T 28 0 I h 2457
SR IR PRAFT Y B 0 RRAEG P B 66 BREPE 1 1 L, P A 25
AN AR B, 3X TCBE 215 K B8 I R AR 25

s % x #t
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