Advances in Clinical Medicine Ifi/REE2£3E /&, 2026, 16(6), 1736-1746 Hans XM
Published Online June 2026 in Hans. https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2026.1662390

BT OCT IS B hklig A REEH FERPCSKI
MEFBTHRRZE S

B, S

YA SRR AR ER R, S Bk
NEEERX AREROIENEL ASEE AR

WehE HiA: 20264F5H23H; A HEM: 20265F6 H17H; KA HiH: 20264F6H24H

R

HI: B HOCTEARMEMIE I BPIBRE F FH AT RIT R Bk s w22 BF RIS B PAE
B, AREBHEFERFTOARETTHRE. ik ©N2024E3 8 F2025E3 A2 TR EH HBX
ANRERGILE R, 2R3 kG 2 e s 555 22 (B 25 3 50%~70%) ) B & VB B F Xt
R, BHABESBRAEHNTRA, JBRZIEINLOHRIBIT(PRERREY), WEHBRZKIETE
P A FEREAITIRT, XRANDCR AR EMITHATIRT . BEGNEEMER . F5. BMI,

WHRIE S BRI SE S R SE, HXHRITRTMFCT. HAMEMIK. MLA. MLDZ#E/TIE, F&
CFLDL-C. Lp(a) TG. TC. HDL-C. Scr. FBG. ALT. AST. UAZAAL#glR. 2312 A%BITE,

BATOCTIRE, DIWIZEFCT. B AMEMIN. MLA. MLDIIARAL., SRIEMRANZALEFHRIEL. 3. 6.

9. 124°H, XtHBFH4FLDL-C. Lp(a). TG. TC. HDL-C. Scr. FBG. ALT. AST. UAZA{LigiFME,

B I ERREBIEEY, ExEEEBTHIUTBAR. WEHRE. FRERREINAEBESEIRK
Bi. MAh, ELEEFBREERAE. LHFEEROEMFTEEELMBERM, ITHERRIKIEFRE
BEPHERAKRE RGBS PSRBT TR M. FASPSS 26.0 /T8 IE 4T, P<0.058 %
REAFGITER L. ER: ARBFREBET 624558, EMAB/HUTER: (1) R, NE
HEXRHAKEL TR BB LFCT. BAREIK. MLA. MLD/K-FHELTHEER (P> 0.05). (2)
BB, MEHARERBCRURAE ARE, HHZBEREERITERL(P < 0.05). (3)
MEEHFCT. BARMRTIN. MLA. MLD/KFHIZAGIR TXIRA, HERmHZ AERBFLHIER (P <
0.05). (4) A RRNALCIME WEAH, MEHREIFREMME, 5HK10%; STBANF126], 5
t37.5%, FASEEMUFEREEZR(P<0.05). WAL AT REFNRERAR. WIERE. IR
R ENARRES R RN A HHERREEAITEEEKTE. &1 (1) HETEEREST, &
EWRIB I BHFHIIGTT e A RO FEIKLDL-C. TC. TGKLp(a)KE, HBTEREIMMAGEIR. (2) 5
FEGIRIT R, RIS RET ST R AN A RN R RE, ISR BEAT 55
B RS, B BB I AT et . (3) MLAFIMLD 2t R B PR S i F e e B M IE R EE A o

XN B UL, BB R R A EGER ILZ R RIS . (4) BELS s HI
KA RRBLE OIS S, BRBRMKIEILET 5MITRA MBS R 22t

K
BT, MIT, AT WREH, RS FRE, F4iERRE

EIREE

SCEESIF: BReE, SEBEYS. i OCT YAk R Rk it 59 A2 £ A5 PCSKO NIRRT R S 2 A1), PR S “#: 2t FE, 2026,
16(6): 1736-1746. DOI: 10.12677/acm.2026.1662390


https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2026.1662390
https://doi.org/10.12677/acm.2026.1662390
https://www.hanspub.org/

WRtE, SRERTD

Evaluating the Efficacy and Safety of PCSK9
Inhibitors in Patients with Coronary
Intermediate Borderline Lesions Using
Optical Coherence Tomography (OCT)

Xiang Chen2*, Lusha E12

!Baotou Medical College, Inner Mongolia University of Science and Technology, Baotou Inner Mongolia
2Cardiology Department, People’s Hospital of Inner Mongolia Autonomous Region, Hohhot Inner Mongolia

Received: May 23, 2026; accepted: June 17, 2026; published: June 24, 2026

Abstract

Objective: To observe the efficacy and adverse reactions of evolocumab combined with moderate-in-
tensity statin therapy in patients with borderline coronary artery lesions using OCT technology, and
to explore new conservative medical intervention strategies for such patients. Methods: Patients diag-
nosed with borderline coronary artery lesions (diameter stenosis rate 50%~70%) by coronary an-
giography at the Cardiology Department, People’s Hospital of Inner Mongolia Autonomous Region,
from March 2024 to March 2025, were selected as study subjects. All patients were divided into an
observation group and a control group, both receiving conventional coronary heart disease treat-
ment (excluding lipid-lowering drugs). The observation group received evolocumab combined with
moderate-intensity statin therapy, while the control group received moderate-intensity statin ther-
apy alone. Data collected included gender, age, BMI, smoking and drinking history, history of diabe-
tes, and history of hypertension for each patient. Pre-treatment measurements included Fibrous Cap
Thickness (FCT), maximum lipid arc, Minimal Lumen Area (MLA), and Minimal Lumen Diameter (MLD),
as well as biochemical indicators such as LDL-C, Lp(a), TG, TC, HDL-C, Scr, FBG, ALT, AST, and UA. After
12 months of treatment, OCT was repeated to observe changes in FCT, maximum lipid arc, MLA, and
MLD. Biochemical indicators such as LDL-C, Lp(a), TG, TC, HDL-C, Scr, FBG, ALT, AST, and UA were
measured at 1, 3, 6,9, and 12 months after enrollment. Adverse reactions such as elevated liver enzymes,
abnormal serum creatinine, new-onset diabetes, and muscle pain were recorded through face-to-face
interviews and telephone follow-ups. Major cardiovascular events, including chest pain episodes, heart
failure, and cardiac death, were also recorded to evaluate the efficacy and safety of evolocumab plus
moderate-intensity statin in patients with borderline coronary artery lesions. SPSS 26.0 was used
for data analysis, with statistical significance set at P < 0.05. Results: A total of 62 participants were
initially recruited, and the following results were obtained: (1) No significant differences were found
between the two groups in baseline characteristics, biochemical indicators, or FCT, maximum lipid
arc, MLA, and MLD levels before treatment (P > 0.05). (2) At each time point, the lipid-lowering effect
in the observation group was significantly better than that in the control group, showing a significant
difference (P < 0.05). (3) Changes in FCT, maximum lipid arc, MLA, and MLD were significantly better
in the observation group than in the control group, showing a significant difference (P < 0.05). (4) Re-
garding adverse reactions and cardiovascular events, the observation group reported 3 cases of re-
current chest pain (10%), while the control group reported 12 cases (37.5%), showing a significant
difference (P < 0.05). No statistically significant differences were observed between the two groups
in terms of elevated liver enzymes, abnormal serum creatinine, new-onset diabetes, or muscle pain.
Conclusions: (1) Compared with traditional lipid-lowering therapy, evolocumab combined with statin
therapy more effectively reduces LDL-C, TC, TG, and Lp(a) levels, helping to achieve lipid targets more
rapidly. (2) The combination of evolocumab and statins increases fibrous cap thickness compared
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with traditional therapy, sparing a considerable number of patients from vulnerable plaque risk and
significantly reducing the likelihood of plaque rupture. (3) Improvements in MLA and MLD indicate
reduced plaque burden and favorable positive vessel remodeling. This effect not only improves my-
ocardial blood supply but may also provide an opportunity to avoid or delay revascularization. (4) Anal-
ysis of adverse reactions and cardiovascular events in the study confirms the safety of evolocumab
combined with statin therapy.
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1. 5|8

TR B ik 5F BE A AL A 0 IE 7 (Coronary Heart Disease, CHD), i PR N CIR, J& BT 2R S5
RN e XY = 2 K NSl S = - o A A v W Rate =Rl e 1o R AL IR = =8 7 W T AT |
RO EGE[1] (2] BEEBARAATIR & S5, A2 i 77 SN 38 BN 28R AL AR 21k, HE R 2 A
RALRI R ETHES, RWFERETERN, MEAHE AN A a @R, IOy EERSRIE TR
FEFHZ—,

SR B MK G A, I8 18 iR B ki B2 (Coronary Angiography, CAG) & 7 A I 5 Jix HLAR Bk 22 R AT
50%% 70%Z (AR AL, MR 1 e CRiZyT i el S THUKIX” [3]. XA MIE R B A S
S, o AT ORI E , TS 2 SR . B R, K& S S R k2R S 1 (Acute Cor-
onary Syndrome, ACS) 1555 A8 &I T~ ML T AR T T AR FH ZE B b, X LepF P B WLt 4EiE . RNt
O BTG IR R IESE S IUFAE, AR G P AR, AR AR E DS O U E 25 S0 1 T £ SRR 4]
(5],

TH0F i 908 AR VAR B PR, L P B R S 4l 5 0't 5 A - /= 4514 (Optical Coherence Tomography,
OCT), ‘E/~HMAFINE. OCT REWTHMT /> Hr ML BEM) = 25N B, AR, RS HER A BEEL
g NEPEBRCGRILIL SR . 95 5 IR X3 . AL CGRILNIL TSI AR5 )5 5 R
DX 38) AT Y BEH (R I A5 )5 95 5 X 350) [6] [7]. R, OCT 1E48 T & B IR Bk /- NV T (Percutaneous
Coronary Intervention, PCI)H K IZEAR T BARKIVE T, Al kS AR 32 2O\ B A9 AR RFAE (4540 40 A « BTtk
fuar), fi 3 S RTIR BRIV I i e, LA NS RO ZIVPAN SCEEREZIK . WEBERN I RAE(nia &k = A
ZUREE)IEIL, AT AR, o B WS ([8]-[10].

TETF R PR AR RERS, B S ds o AR g ST, A AU AE TS 7 A B R IR B R NIE B AR, [R5
JEAE B2 TT KA B . AR VT SR80 5 A MR R B R IR R AR A L R, T ek 20 P Y
JUEL T 2 P i, s T AR i 2 R T EC 5% P55 I 2 1 JIH 5] B 5% /4 (Low-Density Lipoprotein Receptor, LDL-
R)EEAE TSN, Sk 2 FEK LDL-C 7K-FHIRUER « PCSK9 (Proprotein Convertase Subtilisin/Kexin Type
9, FIERAFALRERS EIREE 2 9)IMHIF & —2REr % PCSK9 KRR TE LR AL M 254, EA m iRt
i M ) PCSKO R begh 4, BLiEILS LDL-R 454, HEfifR47" LDL-R %R, 4w
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75K LDL-C [1IRE.

AWK B RN OCT HiAR, DARTHEMERIBENLN 20, ZM. & Bt PCSKO i 715k
B SR A YT X bl B R SR B AT VR YT, X IR S K I S AR R B A . R AR e MR
S, ZREVIAG I A, Rk DA HETR T D

2. IRHANSHFZE
2.1. FIRAR

eI 2024 £F 3 A& 2025 4 3 AZ AN SN B X AREROMIE NS, 8 R hkiE
212 Wy et IR Bl K I 75 22 (L ELAR AR AR R AE 50%~T70%) I B VR0 FExS 5

2.2. PNFFHE

(1) FHAE 18~80 A% : (2) L TbARBIIKE A B0 e N bkilE SR AR (3) IRIRE Rl e B
(4) NZETAAEH PCSK9 #MHIFIRIZEY); (5) AmmiAiEfaE, BIESIZIIT.

2.3. HERRARE

(1) BRI RS KT PRI B (2) SR B AN S 52 e R B ki S AR 2 (0 B
(3) fk#s Killip 7> RIS B 11T KB TV 200 J) 5808 , BUR A O VR PEIR 5 5 (4) BEAT: Hh of 4 P 1 A5 k2
(5) DZEMBURERIEROERE T4 (6) FEIRE™ EZH(ALT/AST > 3 f5 L% EH R, eGFR <
30mL/kg/1.73m?, BUIETERESZENTIRIT)s (7) BHEMIR: (8) TLIEMNSZARTT AWM E#E: (9) TIEN 2
R gEE; (10) BURAEa <14, (11) LERABEY, S REMNNAESHNR EE .

2.4, ERNAE

WIS IR B I HEAR TR, BRAE TR RS BT R 4R #(Body Mass Index, BMI). WK
B, PAS R S ARAE S LR AR PRI - IC B TR 2903097 2 A1) FCT. S RfEIK. MLA. MLD J
LDL-C. g% a (Lipoprotein(a), Lp (a)). H il =Hg(Triglyceride, TG). J&JH[E f#(Total Cholesterol, TC)-
11 2% P55 i 2 (A L[ B% (Highdensity Lipoprotein Cholesterol, HDL-C). [iLJLFT(Serum creatinine, Scr)+ JRE&(Uric
Acid, UA). NRIRE I F2EF(Alanine Aminotransferase, ALT). K[ XA MRRA I F B (Aspartate Ami-
notransferase, AST). =¥} Ifl ¥ (Fasting Blood Glucose, FBG)Z 4 4L F5 b5

2.5. SERGATT

¥ 80 X BE BN/ AV RINT R, 4 40 %, TS S5HEEZEOHRNETIE, AFRE
PRE L AREMRHE I, DLR A B MR 2555 . ek, WER L3252 i A5 im A 7T IR IR & 4 V8 T BT
WG E %), 140 mg 7 NVES, PR —IR; A2 R 2R A VT 5257097, W FURREE AR 12
AMNH. AP RILHESE 80 82 5%, Ll T SRR E4THE R A 10 ANOWEA 7 A, XHEA
3N): HTAHERSFECRER 8 ANWEEH 3 N, #EHH S N). Hil, Ehs5EsEaite2 A, K
g 30 N, XFHEZE 32 A

2.6. MEIGHR

HIFMGIRITER, THZGES 1. 34 6+ 9+ 12 NH 25K LDL-C. HDL-C+ Lp(a). TG. TC %8
Fr, DAV A S BB A A s FE T I PR AR R . FERFFEIIZE 1. 34 64 9+ 12 DA HlE ALT.
AST. SCr. UA. FBG 5fabr. @i 0T 22 i A g F1 7, s & OB & UEF =%

ASSY
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R BE IR SRR E A R R Ak, il s AR O 138 S DR PEE T 55 2O E F
i, CAPEASTE 60K 20 ik S 995 728 58 3 A s AR VS U SR U & A S s A T 97 O 2 4k . A iR B AE
0T —F G, FHIREZERAIKIERA, il OCT HiARM A LI FCT. S AAEHIN. MLA.
MLD 481k . &5 Wbt 538 7 TR AR B HEAT X b, DLTAS 4% G B U Be & H 25 56 B Ath V1756 et R 2 ik I 3
I AR IR

2.7. G ESR

{5 SPSS 26.0 HAFHT S BAEHEAT AL AN ST o % T2 & IEAS AR M SE BB, HHE VRIS +
BRAEE(T 25 )RoR, dL5A2 18 M0t b oM S P BT BEAS ¢ e . TG & IEAS M, L Ar 3 (DU 4y
Rr¥IRIEE) o, 415202 1A FF L A3 TS i Mann-Whitney U R 28 #1304 B LB ¥ (7 40 o, 415
Y12 1) (R %6F L 43 BT R P Pearson £ 7 RS . 4 FE RSSO 2 5 I, KA Fisher Ki#ithit, UL P<0.05 2%
BTG
3. &R
3.1. ARFTRELER LR

TRIRANHEEEI, B2 LA 30 B, XFREHAIAN 32 4. PIEEAENES . 4F6S . B 1A 5T B F5 4(BMI).
MR S B AOE (R L B P ) 55— REBERL LR 2 R TEGE i 2 (P > 0.05). A& 1.

Table 1. Comparison of baseline data of patients

1. BEELERILR

— &R MEH (n = 30) Xt B2 (n = 32) t/* {8 P14
PER(F3/40) 23/7 25/7 0.019 0.891
FW(x s, %) 61.63 + 6.44 62.81 £ 8.67 -0.610 0.544
BMI (¥ £5, kg/m?) 26.17 £2.45 25.53+2.65 0.986 0.328
T 5 (n, %) 9 (30.0%) 14 (43.8%) 1.255 0.263

B 1L (n, %) 16 (53.3%) 14 (43.8%) 0.569 0.450

B PRI (n, %) 8 (26.7%) 14 (43.8%) 1.974 0.160

3.2. WEEEIEITHI FCT. AR, MLA. MLD X InBEgHR

FIRAT, WS A A B #7E FCT. & KM, MLA. MLD /% LDL-C. HDL-C. TC. TG Lp(a)
S AR TR AR U7 I 2 R TG R (P > 0.05). WA 2.
Table 2. Comparison of FCT, maximum lipid arc, MLA, MLD, and blood lipid indicators between the two groups of patients

before treatment
Fz 2. FAREIBTTAI FCT, &ABERIN. MLA. MLD RINASHEFRELER

E Sk {7 MELH (n = 30) SHEA (n = 32) t{H Pl
FCT (um) 88.34 + 15.50 8433 +£15.27 1.025 0.309
K TR 151.59 +24.86 151.02 +£26.76 0.087 0.931
MLA (mm?) 3.39+0.42 3.36+0.44 0.275 0.785
MLD (mm) 2.08+0.15 2.07+0.15 0.262 0.794
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gk
LDL-C (mmol/L) 3.29+0.54 3.35+0.47 ~0.459 0.648
HDL-C (mmol/L) 1.10 £0.12 1.10+0.12 0.000 1.000
TC (mmol/L) 4.50+0.55 4.52 +£0.55 ~0.143 0.887
TG (mmol/L) 1.74 +0.49 1.67 +0.41 0.616 0.540
Lp(a) (g/L) 0.33+0.11 0.30 + 0.08 1.073 0.288

3.3. MEBEIATTRTE LIRS
T-FRT, ML 55HRAAE Sere UA. ALT. AST. FBG HIZ R LS 1155 X (P>0.05). W% 3,

Table 3. Comparison of biochemical indicators between the two groups of patients before treatment

% 3. MABEIRTTAIE IR

KB E =g M EEH (n = 30) HHEA (0 = 32) t {4 P1H
Scr (umol/L) 66.10 = 7.80 66.20 = 7.80 —0.050 0.960
UA (umol/L) 380.32 £ 76.98 369.30 + 72.38 -1.196 0.237

ALT (U/L) 27.99 £7.51 32.35+7.67 -2.262 0.027

AST (U/L) 27.07 + 6.30 27.83 +6.49 —0.466 0.643

FBG (mmol/L) 573 £1.08 6.02 £0.85 0.580 0.564

3.4. AR ERTTEIE LDL-C /KEIEL

RIT I 4LE LDL-C &3 Z 5 (P> 0.05). 1697 )5 %W 8] 5, MEL4 LDL-C 5 5 E K T X iR 41,
W ZERBA G 2EE (P <0.001), MELHTERFK LDL-C J5 1 B 6. W& 4.

Table 4. Comparison of LDL-C levels before and after treatment between the two groups of patients

%< 4. BB ERITATE LDL-C /KFELE

BiIVIEE =g M EZ 4 (n = 30) SR (n = 32) t 18 P
LDL-C 897 A 2E2k 3.29+0.54 3.35+0.47 —0.459 0.648
LDL-C #8471 ™H 1.99 +£0.36 2.65+0.48 —-6.242 <0.001
LDL-C #4473 ™H 1.63 +0.37 2.38 +£0.40 ~7.678 <0.001
LDL-C #4476 ™H 1.42+0.32 2.16+0.41 -7.926 <0.001
LDL-C #6479 ™A 1.31+£0.29 2.07+0.38 -8.907 <0.001
LDL-C #5847 12 M H 1.34£0.22 1.86 +0.30 -7.816 <0.001

3.5. MLEEREAITIE LDL-C FF{EIRE

BIT)E, WE4 LDL-C [£% 1.4 mmol/L LR RFEMRISE T XA, WAEREGITEE (P <
0.001). L3 5.
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Table 5. Comparison of the degree of reduction in LDL-C levels after treatment between the two groups of patients

5. MEERERITIE LDL-C [&RIBEELEL

Fee M 1 150 M EZH (n = 30) T4 (n = 32) t18 P
LDL-C 4% 1.4 mmol/L P T (n, %) 25 (83.3%) 1 (3.1%) 40.910 <0.001
LDL-C [&IE > 50% (n, %) 27 (90.0%) 5 (15.6%) 34.296 <0.001
LDL-C 4% 1.4 BFEIE > 50% (n, %) 23 (76.7%) 0 (0.0%) 39.002 <0.001

3.6. AR EAITIR FCT. AR, MLA, MLD 3E#RZEK
VRIT 12 N HJE, WELH FCT BINTER . MLA ¥niEE . MLD #inieEH B3 K F0HRE, &K
JIE 5 IR /N i N 5 KT R ZHL (P 38<0.001). ILF% 6

Table 6. Changes in FCT, maximum lipid arc, MLA, and MLD indicators after treatment in the two groups of patients
6. MABEIATTE FCT. &ABRIK. MLA. MLD #5REE L

E{=tan MEE 4 (n = 30) X4 (n = 32) tfH PiA
FCT 224k (um) 2623 £5.74 7.11+£3.18 16.078 <0.001
I KR BUIAEA(FE) 19.83 +4.92 5.17+2.37 14.791 <0.001
MLA “Z 4t (mm?) 0.17 +£0.05 0.05 +0.02 12.258 <0.001
MLD Z¢4¥,(mm) 0.10 £0.03 0.03 £ 0.02 11.503 <0.001

3.7. FREBERITAE TC KL

ITRTALESS TC LR FHER(P>0.05). GI7 5 &R 5, W4 LDL-C ¥ B # KT XHHE4, W
HER BB G HE (P <0.001), MEHLFFL TC i ETRIRAE, % 7,

Table 7. Comparison of TC levels before and after treatment between the two groups of patients

7. MERERITANE TC KELLE

iiNiEE R MEH (n = 30) Xt B2 (n = 32) t 18 P
TC ¥RIT HTH4L 4.50+0.55 4.52 +0.55 —0.143 0.887
TC #5971 ™A 3.05+0.35 3.52+0.34 -5.358 <0.001
TC ¥597 3 ™ H 2.98+0.33 3.41+0.33 -5.127 <0.001
TCiRJT 6 ™ H 2.72 +0.30 3.31+0.31 -7.615 <0.001
TC #6897 9 ™M H 2.66 +0.28 3.22+0.30 -7.602 <0.001
TC ¥a97 12 M H 2.60+0.27 3.11+£0.29 -7.171 <0.001

3.8. MABEIGTTHIE TG KFPEK

WBITRIAL R TG LREFHERP > 0.05). I Ja5m R A, WA TG ¥WEZEMTXHRA, W
ERBEAGITERE (P <0.05), MEAHERK TG HHHEH T4, W% 8.
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Table 8. Comparison of TG levels before and after treatment between the two groups of patients

8. MEREIATTANG TG /KFEEE

i AR AR MEELH (n = 30) SR (n = 32) tfH P1{H
TG VAT I 2 1.74 +£0.49 1.67+0.41 0.616 0.540
TG ¥RIT 1 ™A 1.44+0.33 1.61+0.29 -2.195 0.032
TG V97 3 ™ 1.31+0.31 1.53+0.30 —2.769 0.007
TG ¥GI7 6 ™ H 1.23+0.31 1.46 +£0.27 —3.034 0.004
TG ¥R9T 9 M A 1.20 +0.30 1.40+0.28 -2.810 0.007
TG 97 12 ™A 1.15+0.29 1.36 £ 0.28 —2.909 0.005

3.9. AL EHAITAIE HDL-C /KEEL

TBITHTP A 3 HDL-C TG 23 22 (P > 0.05). 7097 /5 &I H) &, MZ24] HDL-C $5m TX 4L, W
HZEFHA G R (P <0.05), MEEALETE HDL-C B AL F X . Ik 9.

Table 9. Comparison of HDL-C levels before and after treatment between the two groups of patients

< 9. MEEERITATE HDL-C /KFELE

i flg 485 WML (n = 30) A M = 32) t P
HDL-C V847 T 24k 1.10+0.12 1.10+0.12 0.000 1.000
HDL-C #5847 1 ™H 1.11+0.11 1.04 +£0.15 2.245 0.029
HDL-C #3973 ™ H 1.17+0.12 1.06 +0.15 3.283 0.002
HDL-C #5497 6 ™H 1.22+0.12 1.08+0.14 4.267 <0.001
HDL-C #8979 ™ H 1.25+0.11 1.10+0.14 4.588 <0.001
HDL-C ¥&97 12 ™ H 1.28+0.11 1.12+0.12 5.477 <0.001

3.10. RLBIATTRIE Lp(a)7kFER

TRIT IR Lp(a) LR Z (P > 0.05). JRIT 5 S0 A A, WS4 Lp(a)¥ i KT XA, W
HZER A G R (P <0.05), WMEATERAR Lp(a) /7 H B R TX A, 1% 10,

Table 10. Comparison of Lp(a) levels before and after treatment between the two groups of patients

%< 10. FWALBEHIBITHIE Lp(a)7kK FELE

BiIVIEE =g ML (n = 30) SR (n = 32) t18 P1H
Lp(a)¥5y7 AT 2 2L 0.33+0.10 0.30 £ 0.08 1.073 0.288
Lp(a)iay7 1 ™A 0.28 +0.04 0.31+0.03 —3.453 0.001
Lp(a)¥897 3 ™A 0.26 £ 0.06 0.29 +0.05 —2.327 0.024
Lp(a)ify7 6 ™A 0.24 +0.05 0.28 +£0.05 -2.919 0.005
Lp(2)ifyT 9 ™ H 0.23 +£0.05 0.27 +0.05 -3.583 <0.001
Lp(a)i&yT 12 ™ H 0.21+0.05 0.26 +0.04 -3.997 <0.001
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Table 11. Comparison of adverse reactions and cardiovascular events between the two groups of patients during the treatment
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