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[HE] B 2MWEKZGEEIE (ACS) LGRS RE LS 2 o BE RS, gk & 58 2ol 58 22 A ZE i A%
TE I — 205 BRI PR ER B AT, e 5o R S 0 1 14 L7 2 b i ARG 7 i i ACS S AT s R sy 1) L 14
LW, PR R BCROA T A EEMIGIR M. BRI ACS BE MK (NCL) /KPS ACS Bk
BIKEER R EE . AR 2 A E £, L NCL Ul ACS WM. 5% PEI 2022 4F K yb i s — B2 pe.O i A5 P R
BT AR S GE R0 117 IR RIS, BIRFA ACS frf. 36 B AREEME LS (UA L) | 36 Rk
ST B m AL AESE (NSTEMI 41) . 45 o8 ST BiAmALOAUESE (STEMI 1) (L LR ACS i3 ) |, JFuk#t
39 BilHE ACS BEEVE XS IR . AR BB I AEAR A S — IR R ORE, Al NCL. C W& (CRP) | [R#%EN5E
FARRREESE (LDL-C ) Ko ARYE DR S 52 1 245 5008 ACS BB /0 M ICIRAS A | FRSORAR AL RG2S 4 . 230784
FRAJE A 75 175 R AR ACS BR300 Oy BB A A Re e B ], R LB AR R AL BB 3 R CBEER 4 . P74l NCL /K5
ACS HE 44 CRP. LDL-C MAHSCHE ;. 4381 NCL 5 ACS [BF RS koA S8k . iR sh koA ™ B FRJE LK Gensini
FUMIAEICH: s RIZE Logistic BIHAMT K NCLZH ACS RSN ER, RAZIAE TAEFHE (ROC) (il
LRPEAE NCL W ACS &AM BRI, 3R  NCL /K5 LDL-C, CRP 2IEM% (r=0.572, 0.639, P<0.05) . kb
BRI BB K BEPU AR FR B B NCLAKCE, GBI (n=73) > FEBEA (n=49) > JTLBEIRA (n=33) , NCL
I 5 352 Dk BE S AR AR BE 5L TEAH 6 (1=0.543, P<0.05 ) o TEIRBNIKZ 0028 4 ( n=39 )NCL 7K -5 TR0 A5 2 ( n=49 )
(P<0.05) , FERBIPIICCHEAELH NCL K FHORAEH (n=29) (P<0.05) , NCL K GF-L55k sh lomas s
IEME (r=0.445, P<0.05) ; Gensini f43 = /24010 NCL KWL & TR 40 . sPardl (P<0.05) , I H ek sh ik
Y Gensini BUFRIEM K (7=0.799, P<0.05) . ZHE Logistic MIA5#7 27~ NCL K F-Fh i & ACS [l 57 15K
KW, ROC LR iR NCL S EMIMHE R 0.765 ng/mLo £5i€  113% NCL /KEXF ACS (g BEHR e MpE i A —E i
RS, X ACSIHG] . RS/ EFA —ES %A 13 NCL AKE- 5k s Ik AE 5750, Gensini FRAMY S IEARSE,
M3 NCL /K PAE— @ R BE b nT VR S0 DAl s bR sl o 28 7™ B R B 1) — T S5 48 b5 . 3K NCL ZKF- T T BE & ACS
KRG Z, I ACS A B2 .
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[ Abstract ]

characterized with coronary atherosclerotic plaque rupture or erosion, and secondary complete or incomplete occlusion of

Background Acute coronary syndrome ( ACS) is a group of pathological clinical syndromes

thrombosis. The selection of specific and sensitive serological markers and detection methods has an important clinical value for
rapid, accurate early diagnosis, assessment, and treatment of ACS. Objective To explore the correlation of plasma nucleolin

(NCL) with the stability and severity of coronary artery plaques in ACS patients, and to analyze the value of NCL in predicting
ACS. Methods

2022 and examined by coronary angiography were selected as the study subjects, including 36 cases of unstable angina ( UA

A total of 117 ACS patients admitted to the Cardiovascular Department of the First Hospital of Changsha in

group ) , 36 cases of non—ST segment elevation myocardial infarction ( NSTEMI group ) , and 45 cases of ST segment elevation
myocardial infarction ( STEMI group ) . During the same period, 39 cases of non—ACS patients were selected as the control group.
Blood samples and general clinical data were collected. Plasma levels of NCL, C-reactive protein ( CRP) , and low—density
lipoprotein cholesterol (LDL-C ) were measured. According to the results of coronary angiography, ACS patients were divided
into non—lesion group, single vessel lesion group, double vessel lesion group, and multi-vessel lesion group. ACS patients were
further assigned into the vulnerable plaque group and stable plaque group based on the characteristics of ultrasonic echo. Those
without atherosclerotic plaque were classified as plaque—free group. The correlation of NCL levels with CRP and LDL-C levels in
different groups of ACS patients was evaluated. The correlation of NCL levels with the number of coronary artery lesions, severity
of coronary artery lesions, and the Gensini score in ACS patients was identified. Multivariate Logistic regression analysis was used
to identify whether plasma NCL was an independent risk factor for ACS. The optimal cut—off value of plasma NCL in predicting
ACS was determined by the receiver operating characteristic (ROC ) curves. Results
correlated with LDL-C and CRP (r=0.572, and 0.639, respectively; both P<0.05) . Plasma NCL levels were compared in ACS
patients with varied degrees of carotid plaque, and they were higher in the vulnerable plaque group (n=73) , followed by the

Plasma NCL levels were positively

stable plaque group (n=49 ) and plaque—free group (n=33) . Plasma NCL was positively correlated with the degree of carotid
plaque (r=0.543, P<0.05 ) . Plasma NCL levels in ACS patients were significantly higher in the multi-vessel lesion group ( n=39)
than the double vessel lesion group (n=49) (P<0.05) , while plasma NCL levels were significantly higher in the double
vessel lesion group (n=49 ) than the single vessel lesion group (n=29) (P<0.05) . Plasma NCL was positively correlated
with the number of diseased coronary vessels in ACS patients (r=0.445, P<0.05) . Plasma NCL levels were significantly higher
in the high Gensini score group than those of the low Gensini score and medium Gensini score groups ( P<0.05) , which were
positively correlated with the number of diseased coronary vessels (7=0.799, P<0.05) . Multivariate Logistic regression analysis
showed that increased NCL was an independent risk factor for ACS, with the optimal cut—off value of 0.765 ng/mL in ROC curves.
Conclusion Plasma NCL levels have a certain clinical significances in evaluating plaque stability, recognizing ACS and risk
stratification of ACS patients. Plasma NCL level is positively correlated with the number of coronary artery lesions and Gensini
score, serving as a reference indicator for predicting and evaluating the severity of coronary artery lesions to a certain extent.
Elevated plasma NCL levels may be an independent risk factor for the occurrence of ACS and have predictive diagnostic value for
ACS.
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ST Mk ZE A E (acute coronary syndrome, ACS )
S LASEEAR Bl IR ok A Rl A DX Rl 2R s b Ay A 14 A S
Sl N 52 B SE TRIR S IR BRI REE AR .
R D BRI, AR e, 2 FBOET- M E
BEFH . HEZEGER A B BEX BB SR
PEATRRYY , A T4 B S B B i e e e
BT, 225 [ B s B Y B RS2 SIH5 FE
SRR, WIS & — BRI R
PR A B A B PR AL FIR RAEDL ] IR ASRDT
X2 H B LTS AE bR A Y C IS ACS BYIE LA
HEBAT S WL ACS ¥, BB EIKRSGH,

S T RE BBk AE L BB S . PR T IR A
PHAR Ak I 5 HAWGEG 2 [MAFAE G BRI, kO g
PR IR RGN R 2 —. Sishkenr g5 %k
%, HIGShPEMIXTAR, 2% Wik h 2 BE 55 i H
FRITAS 00 I, AT RLE IR LEE ACS B S K BE
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PRaEPIKEZ I 2R JFER T ACS T 12 K
FNEST T RN A S IE R, LI Sk S &
A KT AT
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MRS, 25 7 40HA% AT 2 0] Z A i i i iz
LAER, NCL 7E 40 I8 T %) & Az o A vt 47 1 5 T 22
FEEE . HRT, 26T NCL ZRIAAR I e 41 21

HIRFGR 2 S, (R NCL 7K 5500 1 A5 988 Jp A ) S
ACS By A M AR ILRGE . ABFFELL RIS 5 AT
W LA, U BEEK S e W B (ELISA ) X ACS
FE M2 NCL K e AT ki, 43 Fr 1L 2% NCL 7K -5
ACS A BEHAEE AR L5 ACS Z KRR,
BRI NCL I E 7E ACS & A Ak J i A v i 2 SR
YERT,  FFXTIHIG RIS A A (LA 7 0T

1 #REHZE

11 #HRMTH

PEHL 2022 AR VDTS — 5 B O LA PO B B T 58
B Sk 1Y 117 B MRS S, Y555 ACS
ZWibRiE, o 36 B AREM OSSR (UA L) | 36
B A AE ST Be b s AL WUFESE (NSTEMI 41 ) | 45 i
ST Bt AL URESE (STEMI 2 ) (L E35408 ACS
) 5 ik EE 39 AR ACS BEAE XL R,
1.2 WMANEHERERE

PAFRUE: ACS 2SI (St bk es &R 2
BRELITIE ) U eWibniE. HER AR s
FESENE . IR . e I b A IR FL I A%
AR AR TR — K e B At (SRR S0
oo (2021) fef [IGHF] 268 (32) %5 IS 55%
BRI
1.3 FEMFESRKF

W] H AR DL JR TS-8 K SF B 4 #% K. Thermo
FRESCO 17 53R BB ZRELOHL . BioTek ELX800 ff R
1. A NCL ELISA 5 & W T [ 1 B HK AR D B A R
/NG
14 TFRAE
141 —BOoRbIEE . WM MR . S I
PREEIR K il Fedps o2, BHPRpE s, MR sl R s A
FWEha XD LS . NCL., % Ik 2 (1 R [F s
(LDL-C) . C Wi (CRP) | Gensini 143, N&
PR FEME (ALT) . WU (Cr) o Ik, SIA b s
(TC) . =BeH M (TG) | m% IR FHEEE ( HDL-C)
R T 0T, LU SRR A | ALas iAo
142 PRI ST, T RFEERK H R 6 A
T 5 5 IE P bk 3 mL CIE R B AR IR
TR IEH#R K 3 mL) , UG HER THE 1 h,
i B OALESC 15 min, BEE 3 000 v/min, 485 105K &
T =70 CORFMRIRIAAT . RHARBES [T Modular 4 [ 3
AEARSTHTA, I SR IE TR ER K IALIRE . TC. TG, ALT.
Cr. HDL-C. LDL-C. CUBHE &% CRP.
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1.43 % NCLAGI . vk H R ACS B s 18 i
ki 5 mL, B3, SRIFHCT 20 COKFAPRAE, I
K B L . SR ELISA & i %% NCL /K F, B
IRERAE R P 2 B & Ul I Btk T FRlbRA bR
AT 1 1 BB W B J5 AR TE A 50 WL, FE
FEA 50 w LA S84 NCL B va FEhi i) 96 LR,
37 CWEE 2 h, WAL ik, 50 w L AEYERC
M —HUMAERLY, 37 CIRV 1 he BEFLNEAAR, 0.01
mmol/L TBS BEiERBEEE 3 YK, 1 min/ ¥K; 50 wL IR
WINAAFFL, 37 CRB 30 min, BRIRHIRS), 37 C
TRE 10 min, #EAROEIR; SRIFIMALRRZ RN, 57
BRI S5 5L . ZEFARALAE 450 nm % OD {H .
1.4.4  Gensini B> 25058 s VAN TR S0 ko 2% 10 A 2 <
EAMESEZET, RS NRHEAEBRIERMZH. MR
BE I HARS Sk B S kS sh ik . A etk s ik g 22
DIOEE 2 ME, AERBIREI KRR R D> 4 M E .
B AR Sk 2R BRI AR AR oy SRR, R EFARIE S
VEAFER . 28 Gensini P4 FIEIR 2 ik 28 %
B, TR S GE RV o BRI AE R T AR A AR
M, BB E N Gensini BRIy, fRIB =00 B
25, MRYE Gensini UMK B E T34 . Gensini £
0~7 43 W E DR S IK A4, Gensini FL43 8~50 434
IR B KB A2 4H, Gensini FRA 52~152 43 N )5 7
Rk
1.4.5  HRYE TR S ko 5 10 25 508 ACS JUE o b o
AR BRSARAL . WA . 2SO ARAL
1.4.6 SN kAP KG A PPAL S Ik BEb . ARl 7 [m] 7
FRAEKE ACS FBH 430 Z Bt e d] Ffs e s bedd, R0
SERERE AL BE B 5 o TCBEBL 4 . Sish bk skt . R
KA IE33 RO W S 2 W R SE, 7~12 MHz 58
WA B3k o S MK BEHGS WA e LLZE A AN 35 3 fik
SRS BKN BE R Z R (IMT ) {HAE 2 IMT {4,
IMT = 1.2 mm ¢ LEABITHBAZE EEHE TN 0.5 mm {H A F3X
MUAE RS 58 B . ARYE BT — ZE 8 A SR E
HE PR EE . AN, AENT, [ A
LYERIBEIAS G e, e IhesE B BEH N AR R |
BEAL WL, MRV, B, NS
A5, HE R G s
1.5 HitEAE

K R BTG 0, FF A B S 0 i Sk
Pl (7 +s) Fon, ZAMEERHSHRE I 2087,
PR IRIXTEOR , 1A SR A R R xR
K H Pearson A4 HT B8 3F NCL 5 ACS H & 761k 3 ik
i AR SR R B o AR T FE R EE DL Gensini B
M RHZ & Logistic 7434 1L 4% NCL & 15
S ACS BA BT R 2, R 2 TAE R AE



<4564 hitps/fwww.chinagp.net  E-mail:zgqkyx@chinagp.net.cn

(ROC ) MR ITEH 2% NCL XF ACS Byl K2 Wi 1 .
P P<0.05 MESAGIE .

2 #R

2.1 XFERLAFN ACS 2E—RARILLE

XFHRZH . UA ZH. NSTEMI £H . STEMI 2 P£ 5. %
PRI . PRI . NCL, LDL-C. CRP. Gensini f24} .
Cr. HDL-C &, ZRA%Zit=E X (P<0.05) . 441
MAERSY . ALT. i, TC. TG. fErifiEme s . s |
KL, 2R THiE (P>0.05) , W& 1.
2.2 NCL k¥, LDL-C. CRP [EHHEXMES

2% Pearson AH ¢ PE 4 #r, Il ¥ NCL K ¥ 5

LDL-C, CRP & IE # & (r=0.572., 0.639, P<0.05) ,
LDL-C 5 CRP 2IFEMX (r=0.456, P<0.05)
2.3 NCL 53z kw2 EHEX D

AT IO 33 1] R BEHRZ 49 B Zy g
Heel 73 i), DhE 3 B F IS NCL K- tie, 253
AHitE X (P<0.05, £2) , LR ER, 8
BEHLZE MK NCL /K TROEBEIRA 5 e d], 12
EBEHLA = FIOBE AL, 25 A5 FE X (P<0.05) ,
W32 3. 4 Pearson FHCAHT, M3 NCL /K- 81 5h ik
BEHORAS R S IEAHSC (7.=0.543, P<0.05) .
24 IM#%E NCL EBRZNRETZHREEREENHE
KIS

AR . IR S Dk A 4 R E A IR
31, 52, 34, Dhb34im¥ NCL K, E94
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il & X (F=23.701, P<0.001) , PiF L Bxw,
T3 bR Bl ke A% £ A LK NCL /K P-4 v 8 etk 3l ik
g B F R, AR S KOS AE B3 K NCL /KP4
R B EE, ZRAGIEE L (P<0.05)
L 3.

AT TR 39 1] BASHNARE 36 . RS
AR 36 ) K 22 SO AR AH 45 . DAL 4 4l 3% NCL /K
ek, Z5A50%0E L (F=28.763, P<0.001) ,
PO L o, eb IR 3l Ik 22 S0 48 S8 1 Il 3% NCL 7K
I TR AR, B AR o TR SO AR, 22
SAGIEE L (P<0.05) , WL 4,

2% Pearson AT, TR BN AE XS Gensini
PR (r=0.799, P<0.05) .

2.5 NCL xf ACS HJ&20n

PLACS 25 i AR i (R ACS B =1, %R
B =0) , LI (R =1, &£=0) . Fi&.
R (A A =1, T =0) . BiRWmHRL (IR
fi: A =1, =0) . Wl (WfE: A =1, T=0) .
s (WME. A =1, ©=0) ., KiEL (RE: 4 =1,
Jc =0) . NCL, ALT, Cr, Ifi ¥§. TC. TG. HDL-C.
LDL-C. CRP. Gensini F45 (#2428 MR S
) MAZR, HITLZHEE Logistic T4, 455 W
7~ NCL (OR=3.195, 95%CI=1.131~0.026 ) . Gensini
4% (OR=1.188, 95%CI=1.112~1.269 ) . CRP ( OR=1.799,
95%C1=0.325~2.443 ) . ALT (OR=1.081, 95%CI=
1.010~1.156 ) /KF-FHE A ACS HIFERINZE, WL s,

K1 MEATN ACS HE— ORI

Table 1 Comparison of general information among the control groupand ACS patients

15 Bk el AR MRS BRI s WA s s P NCL
(% 1%) (%) (Bl (%) ] [H(%)] [H (%) ] [H(%)] [6(%)] (ng/ml.)
poyist:il 39 1920 649+ 11.7 29 (744) 11 (28.2) 13 (333) 2 (5.13) 2(125) 0.93+0.41
UA #4 36 14/22 71.8 £8.5 19 (52.8) 17 (47.2) 14 (389) 5(139) 2 (125) 1.25 +0.67
NSTEMI 4] 36 27/9 662+144 22 (61.1) 9(25) 20 (55.6) 11 (30.6) 3(18.8) 1.71+0.42
STEMI 41 45 25/20 67.7+120 23 (51.1) 24 (53.3) 19 (422) 13 (289) 9 (56.3) 3.11+0.76
x> (F) 1 10.18 2.38" 1.37 10.38 4.05 11.01 6.77 75.25"
PAE 0.010 0.072 0.712 0.016 0.256 0.012 0.080 <0.001
g3 ALT Cr I TC TG HDL-C LDL-C CRP Gensini 153
(U/L) (pmol/L)  (mmol/L) ( mmol/L ) (mmol/L) ( mmol/L ) (mmol/L) (mg/L) (43)
MU 1752+ 11.08 69.00+22.00 6.84+3.11 401130  1.63+127 1.14+029 147+055 3.05+144 13.50+7.65
UAZL  27.32+2143 6623+3251 683+2.76 3.94+096 1.65+0.89 1.08+034 196+0.84 833+3.17 21.65=+8.07
NSTEMI £H  34.62+21.48 8232+38.11 611601 438099 1.74+1.14 102029 206091 1124271 34.69=12.04
STEMI#41l  41.74+9.63 87.34+24.69 651+352 376+081 148+073 098+023 3.05+.1.06 12.65+3.44 61.91+23.32
x> (F) 1 151" 452 0.96" 2.49° 0.47° 2.81" 2477 91.30" 86.09"
PAE 0.215 0.005 0.414 0.063 0.703 0.041 <0.001 <0.001 <0.001

1 UA= RFREERLLZUN , NSTEMI= JE ST BHEE AL WIAESE, STEMI=ST BHiams BLOIUIFE, NCL=1%{"%, LDL-C={IL%35 FEfs a1 0 [
CRP=C RN, ALT= NAMASLEEFREM, Cr= DUEF, TC= SMHMEEE, TG= —@EH, HDL-C= &% EIREAMERE; 0 F{E.
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2.6 I3 NCL 3t ACS % & pyFi M &

22 1) I 3% NCL il ACS 19 ROC th £, 45 3t &
/N, I3E NCL #ill ACS it T (AUC) 4 0.818
(95%CI=0.729~0.907, P<0.05) , AL KL N 0.765
ng/ml, FEFEEHR 0.744, REFEHR 0.906, LIEIEECH
0.509, LK 1.

F2 KPR RUERHUA . SR BEHUA M NCL K HES (3 £,
ng/mL)
Table 2 Comparison of plasma nucleolin levels among no plaque group,

stable plaque group, and vulnerable plaque group

25 iP5k IM%% NCL
TeBEHLA 33 1.37+0.33
FoE SR 49 2.06 = 0.89"
Y kint: 2o A 73 3.13+0.76"
FAH 32.605
P <0.001

TE: R 5 RBEHAL L EE P<0.05, " 0% 5T BEHLAL LA
P<0.05.

£ 3 ANFEGERSBHASFRE B 2% NCL KL (% £5, ng/ml)
Table 3 Comparison of plasma nucleolin levels among patients with

different degree of coronary artery stenosis

215 %k 1% NCL
R RESAR B AS 2 31 112+ 0.42
RS SEEAR B R A 2 52 2.01+0.91°
i BRSO AE 2 34 2.89+0.93"

F{A 23.701

P1H <0.001

T PR SR TR PS40 L8 P<0.05, " FR5 H R
Bk AR 4 LB P<0.05.

K4 AFETELIREBINE AR 110 NCL KA (% +£5, ng/mlL)
Table 4 Comparison of plasma nucleolin levels among patients with

different number of coronary artery lesions

21 51 %k 1l 3% NCL
e | 39 0.93 +0.02
AR AR 36 1.25+0.01
XUSCIRAE 36 1.72 £0.01°
ES I 45 3.57 +0.13"
FAH 28.763
P1A <0.001

H: “ FR 5O AR AL P<0.05, P Fon 5 AR H LA
P<0.05,

3 it

NCL 2 EZAredery, BA Zumermim ks
O 7R 1973 4EHE ORRICK 28 ' &3, NCL 7E
MMNA T ZHEN, HlEr &Lk, TR
[ AIAER0T , DHREAR AN, 440 25 T fg
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S5 R, AR T B85 . ik RIPEGRE.
M4 12 BRGEIE], NCL HAT H g i ik b
01, FEREHEAVE ALV A k. M RoR, 4l
LAY 3 240K 5 NCL /K2 1EASE, NCL 78 /g v i)
FR KPR Er, H NCL ZKSEAEAE 0 2440 i rp ARAIG, ik
TERARREZ —, R S, A
R, MEEKE (Ang) THEIAES NCL 7E41ME N Y
FEIR TN, A ARAZ ) 4B S A0 B R AL AT, ()
A NCL 7E L4 -1 LA A (VSMCs ) 2 BIHE Ak v i 2]

F5 ACSMHEMNZHE Logistic FIJA53HF

Table 5 Multivariate Logistic regression analysis of the influencing factors

of ACS

&

e

B SE Wald x*{f P{i ORfl 95%CI

PRI () 0.156 L1311 0019 0890 1169  0.127~1.169
it (%) 0.04 0048 0674 0412 104  0947~1.143
WIERE  -1403 1235 1290 0256 0246  0.022~2.767
BEbRA S 213 113 3.575 0059 8466 0925~77511
st -0.705 1102 0.409 0522 0494  0.057-4.286
el 0635 2344 0073 0787 1.887  0.019~186.677
RIEL 0775 2398 0.105 0746 2171 0.020~238.679
ALT 0078 0034 5108 0024 1081  1.010~1.156
Cr -0.001 0016  0.006 0936 0999  0.968~1.030
Ik -0.036 0078 0209 0647 0965  0.829~1.124
C -046 0498 0851 0356 0631  0.238~1.677
6 0313 0439 0507 0477 0731 0.309~1.730
HDL-C 0561 1525 0136 0713 1753 0.088~34.792
DEE 1920 1.044 3382 0066 6823  0.881~52.808
NCL 1161 0530 4804 0028 3195  1.131~9.026
LDL-C 0816 0611 1784 0182 2262  0.683~7.491
CRP 0587 0156 14177 <0001 1799  1325~2.443
Gensini 1720 0340 26357 <0001 1188  1.112~1269
1.00

0.75

0.25

1 | 1

0 0.25 0.50 0.75 1.00
1- Fe i
1 i3 NCL 27 ACS ) ROC HiiZk
Figure 1 ROC curve of plasma NCL for diagnosing ACS
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IEPERETTER, B NCL GEfE#E VSMCs F AV AL Bl 14 5
S5 MAE RN, #RIME NCL 257501k s bk
SRERE AL KA . R AR . {REim A EENT fEERN
ACS IfER A .

ACS BHEAFAE A B RAERT, [ MEAN AR mT BEVE H
TRES L NGB . S5 BE e 24 e R A+ 2
H CRP., Fhi¥t+ . MRESRIEH T (TNF) o %5, Hip
CRP 7KV F IR RE S WAL 4 B SRAEIRZS, 5 sl kol e A
b 49 1 HEFE A AR Y 216 1T TORZEWSKT 25 17
o F AL CRP K- TXERRAL, L HJE 2k
FACA. AA—IRTHEVERTSE R Y, 78 CRP KETF
F)ACS AT, PRELDIEAS B kAR,
CRPZ5 T ACS W ERAEMERE, If5 ACS i HRE
HEIEAMHSE, LDL-C S8R e —E XK, LDL-C
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