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[ ZE]  RAER TS TR Sh Do Ae R AL PE O ERT (CHD) S Ak Jig i) 4x i B, 25 Fh 28 4 40
M R S 72 5 Irh A — RE TR ok 2 e R s ik ok AR A A R R 1 R A AR Y R AR
fREA (a) [Lp (a) ], CRAEH (CRP) . PR A0 . o/ M AR A 40 3 i 75 & R E -
AN AR B AN S AT VW S 22 RO NS S RAE RN, R AR AL Sl DR BE AL B 1, T 9 L 4 A
NE B RN, RPIR R IEbR . m R R E C R (HDL-C) W i 5z 16] iz e 9 5 E,  $0 ) 5
S 24 0 5 A 8 T 2 BT 0 Bk ok R A AL B0 A T T 4 R o bR S AE AR DG AR 415 B B R AE AR W 5
CHD ) % S #E e SC R % U0, 16 CHD B2 W o IR 7 03U BT B B 15 5 5 o FRIRAAE X
ATy & F AT CHD W52 9 8, B 2 20 M 37 L S A i 4 CHID 2 BE RO ML, LA KB 8 A 5C 98 4
BYRYT BE R EAT SRR . LAY CHD i ik 2 1 Bl .
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Research progress in application of inflammatory markers in
diagnosis and treatment of coronary heart disease

WANG Xiaoyu, LI Bing, LIU Guohui
(Department of Cardiology, China-Japan Union Hospital, Jilin University , Changchun 130033, China)

ABSTRACT The inflammatory response runs through the entire process of the onset and progression of
coronary atherosclerotic heart disease (CHD); various inflammatory cells and inflammatory factors are
involved, and to a certain extent, determine the stability of coronary atherosclerotic plaques and the
progression of the disease. Lipoprotein(a) [Lp(a) ], C-reactive protein (CRP), neutrophils, platelets,
and monocytes participate in the inflammatory response through various mechanisms such as inducing
inflammatory factors, stimulating inflammatory cells, and secreting active substances, thus promoting the
atherosclerosis. In contrast, the lymphocytes, as important immune cells, serve as the indicators of anti-
inflammation. High-density lipoprotein cholesterol (HDL-C) exerts its anti-atherosclerotic effects by
reversing cholesterol transport and inhibiting the aggregation of the inflammatory cells. In recent years,
novel inflammatory markers composed of the aforementioned inflammation-related indicators have been

closely related to the onset and progression of CHD and have significant guiding value in the diagnosis,
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treatment, and prognosis of CHD. Reducing inflammation remains a hotspot in current CHD research. The

study analyzes the mechanism of promoting the CHD development by new inflammatory markers and

reviews the therapeutic advancements targeting these relevant inflammatory markers, and provides the

basis for the diagnosis and treatment of CHD.
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B Ik o83 A A5 1 2 — b 4 T 96 TR 400 PRI A i B
PE N RS R, e 208 U A S 41 4 A0 B B i) 18 M R
SERE AR, RN ER A B4 M A2 B, S Bt i X
3ol Jry S 20 2t de AR TRt Bl S A R Ak 0 U
J% (coronary heart disease, CHD) & % W, (19 i
Bk ok FF B AL 3 B A8 vE g . HEUR M BOE R
o, e H At S [R] I  EE A 3R T A [

TEE R Bl ok ks B A AL 1Y A 22 0k T e R Sl k. A
N B SRAE , RAE A W 51 FL W 40 M . bk T2 40 i A AT
KA B 55 A PR A B 5 P A B 2 G O R T Bl ok B
PR BEHIY B . B Bl 24000 R R i, m& kA
AMomEFEMF. lBEA () [ lipoprotein (a),
Lp (a) J. VR4 i 5 ik 40 b (. (neutrophil
to lymphocyte ratio, NLP), C &1 (C-reactive
protein, CRP) . Iil/Mz 54l b {E (platelet-
lymphocyte ratio, PLR). S 4%/ 5 &% IR EHE A
JIH [ B 9 HE B [ monocyte/high-density lipoproteins
(HDL) cholesterol ratio, MHR] 54 41 il 5 ik
EU4I A HE{E (monocyte to lymphocyte ratio, MLR)
YR8 B 1) By BRI RAEAR &S, 3T 4E R 9 [ N Ak
FHETZME . BEE RN ERRIEARE Y TE CHD &
AR AT R T BESE . A ZFEE IR T 25
Yy, FTRE R Ml R AR S RE AR AR B KT AT B
CHD &M H5E . BT 25X B — R Ebs S5
CHD & RFEATHRD, 1R D #b S ¢ iy 58 10 35 97
MBI 5T e o B4 5 30 4 Ok Je BT 1 [ 9 A AH DG BIF Y
HERE, RGWIRZ A RAEREYTE CHD &4 K%
rh B VR AL T e A ) 365 07 25 40 10 BF 50 30 e

1 Lp(a) 5CHD WX R R EERBTERAD
Yy

1.1 Lp(a)l CHD

Lp (a) T19634FH WA, Eh—1TH
# g £ H B-100 (apolipoprotein B-100, apoB-100)
A% % B g 8 1 (low-density lipoprotein, LDL)
WUORL Sy 5 M — D W A i & R IEE H A
(apolipoprotein A, apoA) 7 Ji-4H M 2 I 8 &F — i
BAEIAN S A MM IRE N . M Lp (a) WE

FEAERN % 22 5, HOKAF 2 i LPA B 35t 1% e
JLEARZIHEMIRER R 5w, HAERA it
e . —FimLp (a) AT LA S RAE R F 1)
Fik, UEA4IAZE (interleukin, 11) -18, 1L-6.,
11.-8 F1 Jih 98 YK %€ K 7 « (tumor necrosis factor-
TNF-o), JFEHGIN A B 40 B b &G B2 1. 48 )
FEME 1. E-E B R M P- R FRE, Eikim
BWNERIERKE, 53— Lp (a) 38 Jl
40 M 4 b Fa Ak B RS B I kB (nuclear
factor-kB, NF-kB) {52 40 M0y &1k v, 3 5
PAURZ A L ) ol A RE SR AR U RE ), R BE LAY IR AR .
WAL, Lp (@) AI45EIF izt 70 % WA AL fs
M 48 AW i TT DL E A2 R WA A Y o3k, F T 4
TSt Jok it A8 RE B A8 R, S bk oS B B A 1Y R
I 1 3h bk KRR RE Ak BE B 2400 vT gEE Y
Lp (a) /KFJ& CHD Waisrfap xR, HEXF4
B 5k AR B ik A~ AR 97 R (percutaneous coronary
intervention, PCI) J5#E3ZMIT K 25¥)h 97 #Y CHD
BAEKRYL, BEMLp (a) EHAS KA ROl
HIFMZE R BADE . sk, Y W Lp (a)
KV Tt v 5 56 R 3 bk M S P B 40 EE A B OC K
J& CHD J8 35 M 3208 208 % & A B 0% 2 7 3000 5o
MLp (a) KF@ETF 30 mg-dL "B, HL I8 2R
BKRS B 1.6 4% 7. Lp (a) =120 mg-dL 'Hf,
BAMOHUESE (acute myocardial infarction, AMI)
B XURS: 38 i 3~4 £ . — TR X 1 834 1) PCIAR S
BF WA S Y R ER: mAKFELp(a) 5%
DN PP S B IEAH OGO R, JUHURAE A FH 25 9 e it
SCHR A o BV R T — A2 W i S A A
AW B R AN, T O R B0 A0 T R AT g
Lp (a) S 7E 48 32 G dBAi R, AT 5 BOeE AR 30 ik
I3z 53 F AR JF iR A

1.2 4sFLlpla)® X ishd

L2.1 fBiTXMEAMRBERGY R 2o
Obicetrapib /£ 24 IH [# B Fg 5% 7% & F1 (cholesteryl
CETP) il 58] 9 S5 380 i
AT RS AT Lp (a) PR 33.8%0~
56.5% . R4 CEPT Ml HC BRI Lp (a)

ester transfer protein ,
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BIZEAL , (H T —Fh CETP 45002545 92 B 2 i 25
B s (Food and Drug Administration, FDA)
AOHEHE . PR JEFEAR Lp (a) JKFH A 208 ik 2y
Yy, AR s s v r U6 Lp (a) FEARZY 3090~
40% . KT, T UETERYN ROV W Sk . 03
SUIST NN ) o G e O 2 A E P 4 A
Lp (a). Tl RS A TT 259 . AT 22 4 Fn
2 xt Lp () ZKSF-JC At 5 i sl s ma AR /N 7
1.2.2 RNAFMBITZ Y Mipomersen & — F
g & 9 B (apolipoprotein-B, apoB) % #%
w2, n i35 apoB-100 mRNA 45 & BH Wr
apoB-100 & [ B9 #3180 i E 5 A apoB
1 i A E R B R i A E E BB (low-density
lipoprotein cholesterol, LDL-C) #1 Lp (a) =
M, Al Lp () KPR 20%0~5006 . (HiZ254)
IAE S AR, EALR TR 7 2E5 7 K E M
JIEL 8 B2 1l 9 BB . AKCEA-APO (a) L2595 —
S m Lp (a) MR SCERETR, HAEHZE XTI
JIE ) apoA mRNA, #¥ Lp (a) 7K F &%
50%~80% , JL-FICAR N, HHjEE#H T Y
I PRI 1. Olpasiran J& — Bl 7 3t 4% 8 4 1R
i 3 B 7 2 B apoA mRNA SEH I Lp (a) FEF Y
FKik, 75 1 BLge b, BF & Olpasiran DA 5 & 4K
R DT 20K Lp (a) KPFBEAR 90% KA b, SR FRSE
3~61H ., BHETIEEELT 1 PR a6 LA H 22
LMk AR 2 M Y Inclisiran & — Fh §E [A]
20 L PN BT AR A AR ARG R TR AR R kexin 9 B
(proprotein subtilisin/kexin  type 9,
PCSK9) M/NTFHEZEEm, BAavs ™ 2 Bn
FHoards Lp (a) FEARZY 20%, 5% B0 L%,
Inclisiran {5 #8067 & Az B9 A B =40 R 2 H002 4% i 5
WEE, AWETM, I EASREAE. 284
T 2020 4F 12 A 7E R 4R 15 | Wit e, I TiR97
PN 5 S e v R T R of R R R A R S

1.2.3 PCSKOHWHIFH  PCSKO il 5 E A7 4 54 4
it LDL-C ByfiE )1, HEXFC 2T 2K YR)7
14 28 ] LA — 2 B IR LDL-C,  [A] I AT [ % &
H RO MG F R BRETESE Y BoR
PCSKO M il 5 o i Lp Ca) 19 A B AN 3 in 4
AU 8 Lp (a) FEMR 2500~3000. FLE,
PCSKO M il 3 v ARG 58 LDL Z /R iy ik, Pl
5 apoA M HEAEHIE K Lp (a) (4 LDL ki 2>,
HEMAH Lp (a) W&, Mo, Lp (a) #5357

convertase

fit At 5 LDL-# I8 & 11 B (apolipoprotein B, apoB)
UKL 22 [a] (9 45 A DG M R LDL Z K& 12 B A 1
nLp (a) SEECHESPER, W AES PCSKO 1 i 77 %
mLp (a) s e,
124 JREHPR  JEE B AR —Fh L
B IR B MUK AR T ORYT R, TE AL R IR
Lp (a) ARFJrmdes A%, "l Lp (a) KP4
L REAR 5320 ~73%, JIF H 5 RoL 45 A B
53%~90% A KHE 7 PR IR RO N AR AL,
RLZWHFREAA K, FREHNTELELT T ik
HE B 1M 5 36 I AEATE A AR s LDL-C A9 58 i IR
[ ot I AR A R R R IR R R R S
H T AEABL ) S5 A8 REAE T AN BE X 43 LDL Rl Lp (a) i
Ko, fir A T — MR ER Lp (a) 8 &%
[Lp (a) Lipopak], H1Bul5HE 8B W B AL F0ER XA
Lp (a) M FHRRREZ R AR. ZR5%
TETEBR Lp (a)  [R] I AS 2 0 20 JHG Al 33080 Bk oFs 6 A 6
1 N8 2 PRI R T el T 2R T B SR HE
W ATIEBA —EREAME, ImRHE A —E
PRI ME
1.2.5 HAUMIGHRST B9 BoR . IL-6 Z k4
PO HE 2R BP0 AT B AR MR PR SC T R Lp ()
KAV, HAETE ST B &0 LA SE (non-ST-
segment elevation myocardial infarction, NSTEMI)
BFE R HIERBEREAC Lp (a) KF. BF5E ™ &
s A R M AR A M BEL R A 5 SRR T
TR AR AL A AL K Lp (a) K¥-53
) e LR 1 24 % R 34% LLF o {H 3 T AGE
T ARE, RIEAIGRTZM8H ™ thohid
AWEgE R AR QL0 FTREMR MK Lp (a)
KA, AH B UIHLE i AN B, A e e — 2D 5T

B, WLBEIR R R A — & TR, =
PR R W2 AN TR . SCRBON I R AR
7 NALE 5 R ARE, AEG) 2. JHij—
LT Y 1 R i 24 0 a0 o AU X BER IR . CETP
I . SIRNA . PCSKO 3l 551 Al A 25 14 2R 2 ]
LA SRS Lp (a) ZKFBIR Y7 H5 . B AL
H R Lp (a) KPB I IEA e ik — L W5 .
2 NLRECHDHXREREMENBTERHZEY
2.1 NLRX%5 CHD

NLR 2 fig &b Jl tiL o 1P A7 40 1 55 96k T2 40 i 3 %%
o N O AR, o Mo 20 R o B R Y £
Sk, W AR AR S T R A, R AIA
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14 e 74 B 4 B 58 M B0 1 B0 Y 8 AR . NLR B & 5.
IOPERINGIL & a3 &R N T =T 2 o TR
() H 2 T REAE7E B 5 9 NLR, B NLR 5 CHD
R BRI BE O AR OCER AT I AR S bk ok B
B Ak f F RS 0 AR R A B B, O LR I
AL A7 BP SO A NLR Fh i, H T iR B 5 Bl il 1Y
PR B RCOE B S LG ot B, 2 i & P 2
YRS Ak, D T T R 20 B RO JUL 20 L A= ey 3 A i
PRLF-, 38 B 8 S A A e P b 4 B %) 3 4 N B B
Jr F & RE A Hh R A ML 5 | AR SRR A S, A
201 ] 3 o R R i AL P B . NADPH S AL il |
JE S T AR AR 2 r P s A48 A S B B %) T Bk 3 i
PO 0 B 76 BEE R AT A 3 B Ik o) A A Ak BE B RE T
JE BN KA i R R A AR R . BeAh, ok
R 2 3 3 A W AR T RRE TS 2 K i T R T A6 R T
PRIRFEALLL, i sh ks REREfL BE B ) Tk 24 . R
P T I I ST 0 B R T G A, S AR L 4
T BRAE Y E . NLR 50 JUEIE & A A
D IEPEFE TR A BY R . H5ARE RO LR B E
Fo#, AMIE#H NLR BF 58 87w 7. o
LA BE A8 55, NLR {8 5 B s O JLAE B8 T AR
K, KWIBUS# 2 =0 HF R Ry b vk g i & b
FE 8 R Bl BB 0 2 TP %) B A0 A, O LR i
PORAEFE WAL 2 BR TR R AN MR 2, FE S
U UL 200 /0 A B T O B B % . BOAG 45
TE WY 2 i A5 PV S U O 00 2D T R R T RO
Tk E 40 & A= 10 LR RS, i B s Y T 9k T2 4 i
23 OGO AE 3 FE T N R E, AR 3 A R —
BT B AL WL G5 . KARATAS % ™ #F 5% & 3 .
ST Bt #f w5 & .0 WL BE 3 (ST-segment elevation
myocardial infarction, STEMI) & #5 PCLIRYF
Ja, ABERT I NLR A F1 MHR {H 34 52 81 & b7 8 1)
MSrfal R ZR, AT RE S T ARE A AR I i 2 3 B
O 85 H i, RS ECG FE S, M NLR R B
T A 4 R 9K T A8 K P 7 A B S0E RN A AR N
WA TS ER .

2.2 43 NLR®AELTHY

2.2.1 Canakinumab #1 Ziltivekimab 2017 4F,
CANTOS #F 524 10 061 491 BE 15 0 WUAE 5L F1 5 28
HURC W EH (high-sensitivity C-reactive protein,
hs-CRP) =2 mg- L' J & B Bl 5 k%2 et 570 41 Fn
Canakinumab 41, %58 W78 : Canakinumab 1J if i
PO TL-18,  DAGR) o AR 1 7 X R R NLR,  H B &

B A T 00 I A 5 R 1 & AR R B Ziltivekimab £E R
— ol B ) TL-6 FC A (43R 9T M B s RE BT AR, R
ok AU v M 4t i s XoF 25 A ) o R v T IR
NLR ",

2.2.2 FENgZ5Y) ABITRKEIR W B A — & Wt
RAEH, W5 7 B TEIRYT 20M Ik LE A A
(acute coronary syndrome, ACS) Ayt i K 8
FHAL T 2259 T RERCE NLR X ACS B # KW Wi
MR EEMT . BESE Y WoR . PCSKO i 50 #1 B i
25 B L CHD & % Bis , {36 NLR JG W i

A
2.2.3 Wi B2 MR TT (adenosine diphosphate, ADP)
ZARFEPUR BEIE TR S AR R A H

S 8% (1 R o v 1 o G L e A v =
Hii 3% fE O 4 M Bk 3 4 % PCLIR YT 19 ACS BB 1
NLR. MHR 1 PLR % & fiE 5 b5

2.2.4 HABMKIRIY HAM—THIT > BIR.
BRI AR AR SR NLR A 6, R
R BG4 B RIERER, T LA
CHD &4 . AKBAS % ™ st 44 ED
KOF 5 4 3 D ik Z R SORE KT B B G OG
Fo VLB R . N A B FI4EA: R D Al LA
A NLR, Blst i 8 /9 2808 S, AT FiEB; CHD
1) &

3 CRPE5CHDHXEAEKREMEABTFHENGY

3.1 CRPX% CHD

CRP J& 5 W 2 IE A W br s, J2 il 54
[F) F89 AF X 3 5 B A 23 000 B 22 BT 35 DL BR R % #R
B 5 AR S 85 A 4L R AR, 8 T 2tk A
N, B NEG Bor W, AE 4L 2L i 32 40 B
R I T o CRP AT B0 A 48 M3 Ak, 3800 4b
KRS, H5MK e LDL A NE &Y iiH
T RE b, [ B oA RE RN B, Bk
WMVFZ AR, 050 R, A E ) ik ok A A Ak
o R BB B 24 57 CRP fE— 2 il b7 b 5 oK Sk 0
I A XU 185 G OGS BL T B R T et e If
gt S AMI & & . A KURLG I AE T R
o 388 A o6

LIUZZO % ™ #F 5% WoR « ASFRE AL 40 &
HABER CRPFFE B RE R AR, CRPKY-=
0.3 mg-dL "4 8 & 7 A3 Be W1 ] ke 1l & FE /9 AT RE 1k
B, wee WUREAE 0 R 1 A8 T R S 2 IR sl bk
Mig w . FAEMZE Y ok . CRP 55K 3h ki
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R Ak B A% 1 7 R B 2 I AH 56 06 &R HL 5 IR 3h Bk
SARE ARG PR AE AT B ) K

1T M CRP SUBMERAR, 2 CRP<<35mg L'
W, JL-F- M LB RN 2, B AT £ R O O ik
CRP KPS AL AT R I , BI A hs-CRP, hs-CRP &
CHD & A= i 1t 37 /& & L& . CHD M 3% hs-CRP=
2mg L, H &4 BR[O A = R i RS
w0 TC I T AR VR B O S AR B, hs-CRP
F14) [ AV A Bt 25 0 Jok ok 6 RS B e 0 o 1) b i 2% . 1k
Hb, hs-CRP 7K ¥ Al 78 201 56 Wk = 1 I R e T v &
JA, RHEAE STEMIA B & . #F5 ™ R
T 262593497 30 d 5 LDL-C K A% T 70 mg-dL
M CRP KL T 1 mg-L ' ACS & % 0 JJUREFE
RIME R AL, #F58 7 B ACS F4F 30d i
hs-CRP>3 mg-L "M B # 2 L - R B & T
hs-CRP<<3 mg-L ' & .
3.2 4 CRPHIAMERTHMY
3.2.1 fbiTZyY #F5 Y Bon . TR
R AIG A B 5 5 CHD BB & 1 I 75 CRP K V-, 5%
BRI E, R AT 28 25 W3R 97 B0 Ik ok FF A Ak i
1 hs-CRP 7K - 1] BEAIL 13296 ~50%6 7,
3.2.2 FOKANGE  BKOKALBE R T A BT & BT R
2y, ARG hs-CRP 7K F . Bk K Al o 78 18
FH BAT ] DG bR R BT AR £l VT g BEmh b, A e] ok
hs-CRP>>2 mg- L ' 1) 2l ik o5 7 4% b 28 & /Y hs-CRP
KEREAR A 6056 0 —TZEH 0 7 R 5%
REFIAL L8, BROK A B 2 08 4 et ks 2 A8 1) 0 I
R KU AR 50 %, ACS 19 %2 05 KUK B A 23 % .
3.2.3 IL#pH#IF  Canakinumab J& — Fp£F XJ 1L-18
MR AL B se RERTIAR , FF IR Y7 28 KU 561 &
i KNS VR F A G R I e . FoE 0
N FERE A R, Canakinumab 18 AS AR 35 ik
o5 B i A S8 % LDL-C K P By 45 00 N W) B AR T
hs-CRP 7K, H AT B & B fIG £ 3 42 & M0 1 3 5+
PR & AR # L Ziltivekimab J2& — 357 %) 11.-6 Jic 4 3
W70, L NIE T S Bkl BERE LR B I T &, B
& ML I R AE . 78 RESCUE #F58
Ziltivekimab [& ik hs-CRP B iF & JL-F 2 CANTOS
5 H Canakinumab 19 2 f%, Hoeboo & 4 % 4
RIEMT 15%~20% . W5 ™ BoR . Ziltivekimab
i 2 M R, TR R G ER A R AR A, R
28 it a2 s 161 /0 FLAR A

3.2.4  CRP /N0l 7 1, 6- 008k 2 I 6 - O b
PEPYS 4§ ™ 4 T —FoB 1947 7 4 CRP
NG IR L, 6- XU R AR AR - e, I X IR YT
BORIEAT TR AE, iSRRI & A CRP
Ab BRI & AMI YK BRI 1, 6- XU iR 0 A - C ot 76
JY 05 . o0 IUAE B0 T AR IR 46 N, 0 E T g R A
B, HARTEA WA BB AL 1 RL Y . CRP
B ) 00 1) SR s AT B Rk — OB G O A AMILS WO E
HIVRIT B2 o
3.2.5 HABRIT Y BUwRIPTAR . B % HEBE AL
K R AT R AT B AR CRP RN Bk 3 40E I N Y
TER . BEgE °Y Bon e FERE B0 8O0 BB A A
B (3J8) /NFIE (300 mg-d™") Bl ] DEAKIA I
Jei CRP 7K V- 45 2 Tt 70 A AR o A ke a1 O JOE 9 22
Hh, SR R, W I A ek R R 4
S Y hs-CRP /K A, 3 BT 1M 48 55 5K 3R 98 99 5
HA — @ MPLRIER

4 PLRECHDHWXZR

PLR J& 4 i A i /s B 3T %505 i B 40 i 3 4k
B4 X e . BFgE 0 o s I/ RS B Bk S R A
EBEH I L . AT ME e 244 56, Al i e K
/MR -2F 4e 5 1 52 AW 25 20 R 3 Ik 2k & 1
W RM I RE . 3o, B Ik ok FE B ks A5 v i bk L 20
JEL R T 1T RE T SOk LA B s/ o A A B R
il 5 AMI O IfiL 38 KU FNBE T A9 34 A 6 . il
PLR O 948 U0AE Sy — Flog (9 42 1l #2 T8 Bl 09 5 3 4
FNAIEAR R, O M55 06 1 KU F b, T DA
F A ACS BE M WG . AKDAG % ™ W5t &
B 75 NSTEMI &, 55 k0 318 6 R 4 19
S LA, e Dk S 06 8 22 R A A PLR i/l
HHEOR L7 hs-CRP /K V5858 .

PLRFR T 76 CHD (12 Wr . ik 1% /™ 3 4 B2 0 93
Jei FI W A VR AN, B R F PLR 78 5 0E A0 b
Jed R 7 AR B A R FSE . BT PLR A
EHE, PR EE, 1F 5 CHD XU ¥FAf 45 45 8 T A
Sz, IF AR IR T R A, B H TR A G
) 25 WA
5 MHR5CHDHIXZR

MHR J& 4 J& ifi w2 4% 40 i %05 HDL-C A9 46
XFECAE 7 7E S bkol FERE (Ll R v, B A0 R AR
R F I EEORIE . PR MERE B B BkeE, R5
B Ak Ry LR AN . e AN i A e AR Ak ) LDL-C JF
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T A B B DR B A IR A A, 2 B0 ko B A AL A 0
B SCEETCER o 55 PR NI Y 42 o ks B R Ak A R
[, HDL-C & & 9 2% 3l ok o #F 8 b 35 4% 09 /E o
46, HDL-C I #F 52 1) 0[5 Bz 4, fe KRR B b
sk g AR R . Kk, HDL-C il LDL-C
S0 T BH LE B A% 200 i 55 4 3 S JDkoRE DA v R B A
40 AR AR R R AE . s, HDL-C il B
2 B R 7 A, A Sh ko R B AR Y AR E S AR
MHR JZ Bt 1 42 3 Jik it #4581k A1 4T 0 bk 56 B 6 4k 1Y)
A, AT LAAE S CHD ™ 5 A2 BE 9 #0000 48 Ar, 2
STEMI & # PCIA J5 Jo & Ui iy ol 57 Fi [H 8 2 —
L4 MHR 5 STEMI A& # 1 32 2.0 1048 A B 535 14
A ORI, AL SR MR TR SRR PCLS MIAET
T H B MIHR X R B kA A & R Ak
YER, 15 5tk sh k12 i i A 56 .

MHR {2 — A~ HH % 45 55 3R A5 19 98 M 0 s 7
Y, 5 CHD R L KRS A %Y1 8. Hur,
%F MHR #5250, 75 0 £ 0 I R 58 K
UESE LA PR o (g oz A, AT Sy 30 ook A+ B Ak
REP IR 112 W AR T 5 (B 2R .

6 MLR5CHDHXZR

MLR J2 8 4% 41 it 55 96k O 40 B A0 LU (., © 7 98
E | S5 A% R B Mk R B RIS I N o
PEAEK, MLRZEC I A8 92 95 Hh A 1oz FH B R i 32 )
KeyE, JECHD AWM fa ks &, I B 5wk
Sl Ik A% 14 7 B R AT B S OCHK . TR [ PR SR A
0 ) T 40 6 T DA 3 o 2 5 0 R A T B AN T 48
P20 M R L R T 4 e AR RS N T R AR T Y
77 A SR S ) B Uk o R R Ak B B A R RN 0 L Ik E
20 2 o0 00 9 TP TR AE ) R A R AN . A A
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