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ZEASLT B0 E B B 18 T R A N I B 1150 . ARIEYSIT T VEAR F 4 TR 78 St B BB & R
FeARALIT ¥6 9T 4H 6 0] (R FI T B HTI6 I 4R ) N B S P 3R AR A YT Y6 97 415 55 (FTIER My T IR IT ) . IREW
HBEF—RELRER. FRBUEBFREFRE. REEBERMEMKSE. £H7: (1) RE30KM
180RB A 7 Jt AP vR yT 4L I LDL-C/K B BAK T B Si T IRfRA VTV IT 4, BAH¥ER(P < 0.05); F
R T S B HIRTT HAEAR G 30 R 180 KLDL-CiA b F 33 & 2 B T AP RMMITIE T H, FRIT¥ER
(P <0.05). (2) WAFLF11HERF180K H I T LN FH A (In-Stent Restenosis, ISR), FiF| 7t B
POBITHISRKR 4 2 B BAR T B4 FT R4 M VT V8T 4.(3.33% 1 16.36%, P=0.040), LBB St ¥ER
(P < 0.05). (3) WAHSHIBHERET~180K KB MmHEA R, FRITE I BAHTATF Ask kRS K
A AT BT BRI T BT A (1.6 7% 7.27%, P=0.310), LB ESLITFEER(P>0.05). (4) HARE
RIG7~180 KRB KR EH MEFEF; WHBEFRRIIFN100%; HABFEEFARAEFRERER
BTG 22Z7(P > 0.05). (5) FERM BJHEE. REZEEMEREEE >30%2ISRHEREER,
VESPTRIFE S AHRISRIAEST E R (P < 0.05). £10: MANSSIKERENERE BEBEZME NI
FRIEARRT, FEMBYTRZGYIE T FERE_LBEA B A 76 It BT RE 55 15 3 P TG PR LDL-C/AK P 3FiE bs, BB
BEREREARG180RISRKRER , 5T H B A REIE BHZEAM YT K2 Y06 77 BB RE B A Pl FI v o S b R 6
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Abstract

Objective: To investigate the effects of adding PCSK9 inhibitors before percutaneous intracranial
and extracranial stent implantation in patients with atherosclerotic stenosis on lipid levels, in-stent
restenosis (ISR) incidence, and the occurrence or recurrence rate of ischemic stroke. Methods: This
study enrolled 115 patients hospitalized at Baotou Central Hospital from June 2023 to July 2024
who met the inclusion criteria. Based on treatment methods, they were divided into two groups:
The alirocumab combined with atorvastatin group (60 cases, alirocumab group) and the atorvas-
tatin-alone group (55 cases, atorvastatin group). General baseline data, surgical details, periopera-
tive complications, postoperative imaging, and laboratory results were collected for both groups.
Results: (1) At 30 and 180 days postoperatively, LDL-C levels in the alirocumab group were signifi-
cantly lower than those in the atorvastatin-alone group (P < 0.05). In terms of LDL-C < 1.4 mmol/L,
the alirocumab treatment group was significantly higher than the atorvastatin treatment group at
30 days and 180 days postoperatively (P < 0.05). (2) A total of 11 cases developed ISR within 180
days postoperatively. The ISR incidence in the alirocumab group was significantly lower than in the
atorvastatin-alone group (3.33% vs. 16.36%, P = 0.040), showing statistical significance (P < 0.05).
(3) Five patients experienced ischemic stroke between 7 and 180 days postoperatively. The inci-
dence in the alirocumab group was lower than in the atorvastatin group (1.67% vs. 7.27%, P =
0.310), but the difference was not statistically significant (P > 0.05). (4) No hemorrhagic strokes
occurred in either group between 7 and 180 days postoperatively. The surgical success rate was
100% in both groups, and there was no significant difference in perioperative complication rates
(P > 0.05). (5) Diabetes, smoking history, and immediate postoperative target vessel stenosis > 30%
were risk factors for ISR, while alirocumab injection was a protective factor (P < 0.05). Conclusion:
In patients with intracranial and extracranial atherosclerotic stenosis undergoing endovascular
stenting, adding alirocumab to statin therapy rapidly reduced LDL-C levels to target ranges in the
short term and significantly decreased the 180-day ISR incidence. However, this study did not
demonstrate that combining alirocumab with statins reduces the incidence of ischemic stroke
events.
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1. 5|8

Fi PN ARSI K SR A R AL 1 ke 2 2 S B afn M &5 o (Ischemiic Stroke, 1S) 3 B [K 2 — o 28 B2 i P S0 4848 N
A (Percutaneous Transluminal Angioplasty and Stenting, PTAS){E N I A NVAIT I B EFEL, £ i
P AMBI KSR AERE AR I A R IS MR e B R DT T BAR 297 R 1] JS % PTAS TEVRYT L& A7 J5 T HUAS
TREFHE, HAFSENFHA (In-Stent Restenosis, ISR) K AR EE AT . ISR &R A Bk AL I
EWIRITIG, BB FEEA IR 2 PR — R RIGIR S, 4585 B SURTESC IR N B SE
Uiy 5 mm Z WIS > 50%, BEEE R LS4 Fa il 48X s B2k > 20% [2] [3]. ISR AU 20 &
FIKIATUS, v ReIINE S T ARM S ME T 48 . BRI BoR, BB AARG ISR
RAEZN 1.6%~24.0% [4], HESIIKISMBSC A ARG ISR FIRAZA 15.1% [5], TN EEEARG
ISR RAEFHIE 14.4%~30.0% [6]. ISR FIRAENGI LK ZHZR . UM E RS, H3C50H
N Ji LAET A B2 A5 473 5 50 308 28 s I 17 5 | 6~ JUTL 4 a8 3 A4 A0 i 657 iy i P55 39 2 % ISR R A K e
HIRZOHLEI[ 7] [8]. A R RN, B8 A AL BERS 55 7 25 9 (Proprotein Convertase Subtilisin/Kexin type
9, PCSKO9)/& 3l ik 5 - fifi {1, (Atherosclerosis, AS) A I AL HH i B8 2L 5 VE A Jofi, & m BLidad LDL 14 2 R4
PRIBEH o B B R AEAE R, BT LA 5 M 0 R 10785~ LI 2 = R AR IR 1 b IR A
T FRISORE L, itk AS FIEERE[9]. FTLL, PCSKO FFImT LUs T #if] PCSK9 & 154 52 shlik 7 it
B, HERWEPEHIVER . PCSKO M7 [N B A AR Ao L 48 00 F B H N BRI A N 90E I A
o XHR3RAT, PCSK9 #7275 AT LU i 3X L6 47L i Jak2> ISR K AE 2

H A 55T PCSKO il 5145 2401 K 2 A MEE 4 32 BRI T AR 1L 5 93 e AT LGS REARES: o« I I 1IE
B AR R B, PCSKO #IHIF GE 05 2 3 FURGE PR LDL-C /K, BRI IS RAERE RN, FEAERDHE
Rk ISR 710 BA —EI7RL[10]. AWFFL B FERE—BERIT PCSKO Ml 77 7E 3 P &0 3l ik ok A A A v e A%
B PTAS BIRIN AR, B WS LDL-C /KB RA/ER, PPl H2E B e 20D ISR 1R AE
K, T IS MARAESRE K. FE, AKPFREERUE PCSKO M FIN % 4tE, N PTAS BEYIAITIE
BB T &

2. MMERZE
2.1. HRMKR

AW FIRETERT T, GRECE 2023 £E 6 A E 2024 ££ 7 A NSNS0 ks RERE ALk
AETEAL KT L BEBE A Be Va7 H AT A NHEFRAE 3 (IR POk TEAR RTINS 32308 J s F =, 288
F R, SR BENECE RIS R B2, B RS 115 FlE 3 IR IR R 22 5 k), Ho
B 0 P JE B LI B BT FEAR MY T¥R YT 40 60 1), SRAERTHRARAYT VAT 4 55 Bl AR RA N5 kbl
e B it B2 L S HLHE[HIE 5. 2024-YIS 125 -016 5]

PINFRUE: (1) 0 18~80 JA%; (2) MUAMSIKORFEREL S AT : SRV B KRR RE A 322 KT 50%,
JEREIR E SR FERI LB A KT 70%, Feas AL T30 sk . S sk, MEShkmAM B Bl
NENMKIE B KB NSRRI A SIS KT 70%, 48T IR FTAT I R
J7: (3) THRIATSCHEAAR R ); (4) P2 M IR YT I BT I B A 8 N . —J% % (5) LDL-C >
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1.4 mmol/L. HERRARIE: (1) BRAEMEHLL PCSKY #7505 (2) X Bl v s el oy TR 25t 1 (3)
e E T Dh e AT ThRe A A, PRE BT, BEAGAEEOR; (4) P RN IR A BB I /)
BORIT, MNREMLIhRES A5 (5) BR T AER AR IS AhE A HoAt il A A K I A >70% 1885 (6) HEASRE
T BT SRR (7) ARSHBKORAEREAL SR AR AR . ISR Z « %5 (Moyamoya) I 58\ i
ISR R AE: (8) TG A/ N T4 (9) IEAESTHRIFE UG 1F) 2 5 HoAth 25 s il R 56 25 (10)
TRHCRA R B REEWIBE DI ¥ (11) B N8 E A ST AR H Al O

2.2, —ARE L TR EE

ST BT AL ER R Y — MR TR, ELARARES, TR, WROMSE . mi s s BREERPE L RO S I S
3, $RMmEHAETAL, AR A SIHEEE(TC) . =Bt HM(TG). K% B g 8 (A H [E BE(LDL-C). /% %
A8 A BE(HDL-C). R A a [Lp(a)]s BERNREEHCK). NARARLBRI(AST). KINTEARE
FHERBEALT). WUEF(Cr). 2 RE I (Glu). HE{L I L0 5 (H (HbAC).

2.3. BT

(1) BIRIPG IR GTIRTT 20 BIFEARAMLIT 40 mg, ®FR—K, HEFT AR FIRIVE LB F R 75 me,
B RS, B2 B 1R, RETCYREIRGZ, I EFES: 180 K. (2) HABTHERAMITIRITAH: BTHEik
fhyT 40 mg, BFR—IK, BEFTIAR. P41 ARATSEAT bRk BTN, 75 22 01 AR RT =] UTAR 73 A (100
mg/d). BRER MR T A (75 mg/d) UL ML /IMR 255/ 5 K UL L, ST AA7E & as & R R Pi s, nf
1 AR BeT 5] DG AR i35 Fr (100 mg/d)s R B 180 mg/d XUERBTIL /MR 254 3 KLU E.

2.4. RepFRificse

AR E RO BEBEAT R ORBI VR, 0 TP NHEFRAER B, ARHT 24 K45 B A o4 T B 47
SHB(75 mg/30), BETRVESS . fER & EAD 10 SELL LI AN TR TSN FREMERE TRHT PR,
RTINS AR AR AR A . N BRER I TR, sy, MEME B ST
BEAR, AR RECRCOEN G, BRI E SRR S TG B ER, S SOMEAR
JEBRARBAE A RN EH FARBIIE BT AR AORE 9 5 A R 4 TR OR A B Z0~7 XA I8
ez L. I, S PE . IR AR SR A o

2.5. BEIFERIEHR

W EETEARIG 180 KIFLINEE CTA 8¢ DSA #2445 % Kl AJ5 30 K1 180 K TC. TG. HDL-C.
LDL-C. Lp(a)s CK. AST. ALT. Cr. Glu. HbAlc Z M EMIER; KRG 7~180 K IS FIRAEM; KRG
7~180 K IS HHAEMI R ARG MEEHIC T B H B2 RIGIARA R M, Ry itEm, i
R BRI E R, MR, BSOS ™ E I RIE.

2.6. BEBEHENX

FEA L ST ARG 180 RALMA ISR KA, AJ5 30 KF1 180 K LDL-C ikbr; REL
RNARIE 7~180 KIS HFH I RAR, BFRBPIORP~RG 7 R)IFRIERER, FREZR, FEz24eM
2 R B 2R SRR AN B S B A

(1)ISR JE X: fii DSA B CTA it AR AR AL KA BB, BEARBRAERRRE >50%, HAXE K E
e KT 20%HI . (2) LDL-C iAFRE X #64 LDL-C FEKZ 1.4 mmol/L LA F B HIHA /K F R > 50%
5E N LCL-C ikf5. (3) BT AR LA E L. MEBERT~ARJGE 7 KA BB G TCH i Bk
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OIARZE . M FIAZE . MEERLEAIE. MAEREESFHMEL. @) FAMIIEL: R DSA AR
INELRA R AR AL E <50%, mTICI 432 2b 8% 3 %o (5) Z9WIMISCIRIR AR KRN H4F: JE 5 At
B P #05. i, Z0BESE; HIUINAE SR, B 2SO ™ EJFRE, 8 CK FHEikiE
#{8_F MR (Upper Limit of Normal, ULN) > 5 fi%; JFZhRE/™E 2% MJ& ALT 80 AST Fhi& >3ULN; H1)
B H S, I Cr> 265 umol/L; H7 A KE IR 4%
2.7. GitESh

SKHI SPSS 27.0 H A KA MBI IAT G007 o 43 VORI 1) LU R R 7 K36 A1 Fisher A%
R, FBIEL(E 43 bk RoR, o T b BB & IEZS 0 A R UMD BEAS ¢ B3, FHIOEL £ PRiEZE (X +s)
KER, AFFEIESD A RIRFIRES, F P M kR R P<0.05 M REES . HHRIE
SrirR P < 0.1 KIBREMAZ RS, ZRESHTKHA Logistic [HIH40Hr, AP <0.05 #&nZ R A 41T
3. MRERSHH
3.1. FA—MREL R RIELR

PRALAEMER . RS M RN RGRIME . BRI a0 TR S %5) . B2 A, 27 NRER T
Werp G — IR TR UL, ¥R 2 (P > 0.05) (W4 1),

Table 1. Comparison of general baseline data between two groups

1. RE-RREL TR

TiH BRI BEIT Hn=60)  FAERTFLARAL YT IET 4H(n = 55) et P
g, D(x+s) 64.96 + 12.63 62.23 + 13.64 1.113 0.268

B, n (%) 43 (71.71) 38 (69.09) 0.091 0.762
fERHZE, n (%)

e I 49 (81.67) 41 (74.55) 0.855 0.355

LS 16 (26.67) 15(27.27) 0.005 0.942

WA s 21 (35.00) 24 (43.64) 0.899 0.343

TV 12 (20.00) 14 (25.45) 0.488 0.485

RER, n (%) 0.749 0.373
PR M A 50 (83.33) 49 (89.09)
IR M 10 (16.67) 6(10.91)

AR A FAL, 0 (%)

BiE Ak 11 (18.33) 9 (16.36) 0.077 0.781
F0LPN BBk A Bt 19 (31.67) 20 (36.36) 0.282 0.595
20PN B Rk APy B 4 (6.67) 3 (5.45) 0.074 0.786

R e 0 ik 6 (10.00) 4(7.27) 0.035 0.851

FEE Ik 2(3.33) 2 (3.64) 0.000 1.000
AN kA B 5(8.33) 3 (5.45) 0.057 0.811
HMESN KA B 13 (21.67) 14 (25.45) 0.229 0.632
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3.2. MABEIRKGTHNREMAIEER

P ARRT ARJF 30 RFEIAJG 180 RIIATIHAE(ALT, AST). B IhfE(Cr). 2B IMHE(Glu) VIR IEE(CK)
J AR T REA AT 2 1 (HbAle) P36 76 b Al LU 35 TE B 45 22 572 (P > 0.05); P4 E AR B Ui ¥ A& H LM% ALT
8¢ AST Jhim >3ULN M IhAE™ & 58, AL Cr>265 umol/L [1'E IhAE™ & 78, KK4E CK T+
> 5 G ARSIV AR, RIS 7~180 K& HBLH I 2 v &6 7% 8 30 AORE, BRI PG e B btia v 40 3 A
HIESAL RS, —Id M R, FATIER, A1 NHBUIUE, G 2 NBRERR, FHFEfhyT
BITHAE 2 NHBUUE, A 1 NERPEIRRG, (HF SR 25 W0AH IR R A R SRR AR AL, T
BZRP>0.05) (WE 2).

Table 2. Comparison of clinical treatment safety profiles between the two groups

*® 2. MABREFEIERGTHRZE AL

TiH B[R PG S SR PUIEIT H(n = 60)  FRAEFTHEARABTTIRITH(n =55)  y¥Zit p
ARHT

ALT (X +s,U/L) 22.97 £ 12.60 2022+ 11.30 1227 0222
AST [M (Q1, Q3), U/L] 26 (14, 56) 33 (15.5, 62.25) -1.157  0.247
CK [M (Q1, Q3), U/L] 62 (45, 84) 68 (46, 109) -0213  0.762
Cr [M (Q1, Q3), umol/L] 78 (66, 90) 76 (68, 89) 1.063 0273
Glu [M (Q1, Q3), mmol/L] 6.01 (4.62,7.31) 5.96 (5.08, 7.86) 0.899  0.324
HbAlc [M (Q1, Q3), %] 6.0 (5.2,7.0) 6.0 (5.1,7.0) 0.110 0912

RS 30 K
ALT [M (Q1, Q3), U/L] 27.25 (16.25, 38.75) 24 (15, 39) 1532 0.135
AST [M (Q1, Q3), U/L] 26 (18, 43.75) 28 (17.5, 44) -0.675  0.501
CK [M (Q1, Q3), U/L] 79 (59, 112) 83 (55, 115) -0.576  0.553
Cr(x+s,umol/L) 68.48 + 18.37 64.23 +17.20 1278  0.204
Glu [M (Q1, Q3), mmol/L] 5.18 (4.86, 5.67) 5.37 (4.98, 6.05) -1214  0.230

KI5 180 K
ALT (x+s,U/L) 2730+ 12.12 2456+ 11.39 1246 0215
AST (x¥+s,U/L) 30.33 + 10.54 27.48 +11.96 1358  0.177
CK [M (Q1, Q3), U/L] 62 (40, 104) 66 (50, 100) -1.021  0.269
Cr(X+s,umol/L) 79.30 + 10.76 76.47 +10.31 1434 0.156
Glu (X +s , mmol/L) 5.61+0.96 579+ 1.19 -0.898  0.370

ZIAHSRIE RAS RSE, 1 (%)

VESHRALAN B 3 (5.00) - B}
RN R R 2(3.33) 1(1.82) 0.000  1.000
WL 1(1.67) 2 (3.67) 0.006  0.939

33. AR FIGKRATHEM MR
33.1. PEBEERGMEBTNRIAFERNELLE

Wil 84 RAT TC. TG+ HDL-C. LDL-C. Lp(a)tbE TS24 7 (P > 0.05);

ARJG 30 KA
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HDL-C. TG % Lp(a)/K AT TE 4 i 22 5 (P > 0.05), {HBIF| PG ICERHTIEST 4HAH LDL-C F1 TC /KB BAK
TRAIT IR TIR T AL, A S AR (P <0.05); ARJa 180 KPR HDL-C /K570 & 34 P22 5 (P >
0.05), B FIPH G BHTIRIT 414E LDL-C. TCv TG K Lp(a)/K V75 XM BARFXHRAL, H Stz REe<
0.05). 7F LDL-C iAbrRJ7 1, BRI RBPLIGITHAEARG 30 K& 180 K355 E T R o ek fhyTih
ST (P < 0.05) (W7 3).

Table 3. Comparison of lipid levels between the two groups after 30 days and 180 days of treatment and before treatment

3. MEBREARG 30 XK 180 XS ARATIMAS/KFEELER

i BT ) ﬁ(iﬁiﬁg)?ﬁﬁéﬂ FLAL [ %w(f;ﬁi{;@g RN 2IZh P
AHT
LDL-C (X +s , mmol/L) 2.83+1.16 2.79 + 1.08 0.191 0.849
HDL-C (¥ +s , mmol/L) 1.07 +0.32 1.16 +0.37 -1.371 0.173
TC (X +s, mmol/L) 5.09+1.01 4.91+0.90 1.003 0.318
TG (X +s, mmol/L) 1.92+1.24 1.82 % 1.09 0.458 0.648
Lp(a) [M (Q1, Q3), nmol/L] 118 (95, 139) 107 (90, 154) 0.276 0.790
ARJE 30 K
LDL-C (X s, mmol/L) 1.18 +0.43 1.50 £ 0.45 -3.903 <0.001
HDL-C (X +s , mmol/L) 1.26 +0.26 1.20 +0.37 1.078 0.283
TC (X %5, mmol/L) 3.67 £ 0.64 434+0.57 —6.333 <0.001
TG (X +s, mmol/L) 1.59 +0.52 1.69 + 0.61 —0.944 0.347
Lp(a) [M (Q1, Q3), nmol/L] 110 (100, 123) 111 (100, 129) —0.662 0.508
KI5 180 K

LDL-C (x +s , mmol/L) 0.95 + 0.37 1.40 £ 0.36 —6.644 <0.001
HDL-C (X +s , mmol/L) 1.38+0.24 130 +0.33 1.418 0.159
TC (X %5, mmol/L) 2.21+0.59 3.79 £0.65 13.648 <0.01
TG [M (Q1, Q3), mmol/L] 1.17 (0.92, 1.25) 1.54 (1.09, 2.18) -3.421 <0.01
Lp(a) [M (Q1, Q3), nmol/L] 68 (60, 73) 88 (62, 100) -3.210 <0.01
30 K LDL-C i545, n (%) 52 (86.67) 20 (36.36) 30.017 <0.001
180 K LDL-C i&4%, n (%) 57 (95.00) 27 (49.09) 28.429 <0.001

33.2. AR EEMEREZERELE
PILH AT A S RO Z S0 B A8 R 2 7 L Gt 2 2= 5 (P > 0.05); Bl R 76 e i ia )7 4L B8
M A2 AR T B Al F oAty T VR IT 4, LWBE Gt 2 7P < 0.05) (W3 4).

Table 4. Comparison of the degree of target vessel stenosis between two groups

4. MLAFLMEREIZEHILLAL

e TR PG B PUIEIT H(n = 60)  HRALFTIEARMIT BT HM =55 ¢ P
AR BB LA A 7R T (%) 86.81 + 8.01 84.49 + 7.60 1.591  0.114
R U A o A A R P (%) 21.35+10.81 2143 +12.11 -0.036  0.972
RJG 180 FHE L Bk 45 FEE (%) 26.64 + 16.42 39.09 + 18.48 —4.132 <0.001
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3.3.3. FEEBEARF ISR, IS REXRLLE

PRAILA 11 48 E AR TORME R ISR, Bl R PE G Tia T AN B Al + AR T /a7 AR J5 180 K
P I T AR R0 T N(3.33% L 16.36%, P=0.040), LA Giit 2 2(P<0.05); M43t 5 6%
TEARJG 7~180 KBTS, FHrppaFIFa St o piiasr 40 1 ], FIFEiqbiTit T4l 4 41, PAAR)S 7~180 K 1S
KAERDHAN1.67%L 7.27%, P=0.310), LTS THEZEF(P>0.05); WAHFRBEINFRLN 100%; #
2 BB T AR I3 RORE R AE 0 R (5.00%E 4.54%, P =1.000), LTS 2 7P > 0.05) (WE 5).

Table 5. Comparison of ISR and IS incidence between the two groups after treatment

=5, MABEBITE ISR, IS A4 LIS

T H BRI PE LS HIRI Tl (n = 60) BB LA AT 67 H(n = 55) e P
ARJ5 180 K ISR, n (%) 2(3.33) 9 (16.36) 4227 0.040
ARJE 7~180 K IS, n (%) 1(1.67) 4(7.27) 1.030  0.310
FARE, n(%) 60 (100) 55 (100)
Bl FARBIFAAE, n (%) 3 (5.00) 3 (4.54) 0.000  1.000
2 S 28 2 1
M 27 FL/RRR 0 0
P0G S 1 5 i I I 0 1
O 0 SRR L P 1 1
3.4. BERSR

LUISR fE MRS &, KE4phe >60 2. Mo il sy BB PR sy JeboCoiis s IR s . RS
BIZIBEARIRAE > 30% JEHBTRIPEJC RPN B AR, AT IR logistic BT, 455 B R 4LfE 4
W M, AR RO AITE R (P > 0.1), (HERERR . UL RFRIZIBRARIEA > 30%.
VS AR P8 I B R A AE B2 22 (P < 0.1) (L% 6).

Table 6. Single factor analysis of general data

6. —MRAMMBRRS

e ISR ZA(n=11) 4E ISR ZH(n = 104) 21 P
FH >60 %, n (%) 7 (63.63) 73 (70.19) 0.202 0.653
B, n (%) 6 (54.55) 75 (72.12) 1.475 0.225

fEfFE, n (%)

o I 9 (81.82) 81 (77.14) 0.125 0.724
TS 6 (54.55) 25 (24.04) 4702 0.030
Uk 7 (63.64) 38 (36.54) 3.067 0.080
Sk LI 3(27.27) 23 (22.12) 0.151 0.697
A Ja BRI ZISE I A e A FEE > 30%, n (%) 4 (36.36) 16 (15.38) 3.047 0.081
SR P I ST, n (%) 2 (18.18) 58 (55.77) 5.632 0.018

3.5. ISR HXERHY Logistic BVA5

PLISR AR &, RERAR S PR AR5 B ZIRAR DA > 30% S B R PU L iy B AR &,
AT Z HF 7T Logistic [IAZHT, 45 EIR: BEIRIK(OR = 5.823, 95% CI: 1.328~25.531). WHHAL(OR =
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5.153,95% CI: 1.079~24.609). A J5EIZIFR 5% > 30% (OR = 6.863, 95% CI: 1.226~28.428) 4 PTAS RJ5
B ISR fER A Z=(P < 0.05), JESBTH] PG JCHHU(OR = 0.041, 95% CI: 0.033~0.935) 4 PTAS RJ5 &
ISR RI R (P < 0.05) (WL3E 7).

Table 7. Logistic regression analysis of related factors of in-stent restenosis

%z 7. ISR tH%XE &Y Logistic [EY3 4

TiH MEVA RS FrifEiR  Waldx® P OR 14 OR 1E ] 95% CI
B PR 1.762 0.754 5459 0019  5.823 1.328~25.531
WA s 1.640 0.798  4.224 0.040  5.153 1.079~24.609
RIGRIZIFEME R AETEE >30%, n(%)  1.926 0.879  4.802 0.028  6.863 1.226~28.428
S PIRPE IS, n (%) -1.732 0.849 4160 0.041  0.177 0.033~0.935

4. Whig

HATAN ISR IR A FEE T = AR E R E VI B EEHKEE, B AR 7.
KR L 8% S B . B PRI S G0 IV ARG TR (11 [12], 1K 8 [R 28 m i it i a2 5 Jok ks e s A
FE o DOEE I N R BRI I ISR KU . 5 RTFARA KK, A CHMEEA R, SCRAIk
AN RKES HARECRAARE R3] [14], RERR MEREFRRE[15], PR METRA[6][16]
Sy BRAMIEFIN R, A SCAMREN G IS N B IR A 5 BRI 2 RE ORI 51 ST UL i 3G A
AL PR BERS AR [7] (8] Ui/ MR IG YT A R BAHPT 5| RS B8 A AR TR R 17] [18]55F . BRIk, IR NIRRT
ISR (1R AE NI IR ECG R PR AT 16, A AT NIRTT A8 B R

A FC R BT ) 7 T SR VR T AL R A BT SR A YT VR I 4IRS 180 K ISR R AEF 43 HIN(3.33%Lk
16.36%, P=0.033), kB A SRk RERI MR AT JR B 12 L8 N SCBR B AR G, AEA YT SR 25407 2k
ik EIBEE BRI PG I BT, AERs S BRERAR)S 180 K ISR KAEZ. Zhuang [10]1557E—T4NA 313 5] PCI J5
BRI ICESTS ISR Z MISRERIIB AR B, {8 H PCSK9 i 3% KA ISR BB F#MIE T 85% (OR
=0.15, 95% CI 0.02~0.56, P = 0.015), fEif#¥ T LDL-C S MG A28 LG, PCSK9 FAHT A ISR JRUSAT %
X7 85% (OR=0.15,95% CI 0.02~0.59, P=0.017). Chen [19]Z7ERT 72 Bl FEARARTT A — B SUIT FHBH 7 IR 5
Jik ISR FAI7 2500 R B, BTHEAR AT 40 mg 6 — FOBUIIG YT 4 ISR KA B R T FIE Ry ] 20 mg BEA
T HORUNTZE R B 4B R FEARARTT 20 mg 4H, X T RESR BH i 71 S KPR ARARY T B A% W25 FEAIK ISR R AE%, (H
ZNEFTA5H R, LDL-C /KF5 ISR RAERITLEZEMIC. R HPiAEIS K LDL-C FFERE
KT, E H R M B K BEN L RS 3R LDL-C /K5 ISR KA 708 S 3 A oG, HFE ISR 1
VEFIMLER RS 58 A MA T LDL-C MIREAK, A7 5 i B vk M2 0 mr RE R FERR N (9 23 FHLI T SOk UE SE

TEFRE 1S FH4 R4 J51H, FOURIER #F78[20]%1 %} 27564 ] ASCVD F 5 /45 R B 7w, PCSKO #I
IR 5 22 AR LE A R A RN (1.8%LE 1.9%, P = 0.01), UEH] PCSK9 i 71 AT {2 2 PRAK 45 b 2k
WERE. (RERP T, WAH 5 BIEFEARG 7~180 KB ILHkMEAF,  FoAr R pE G406
JPL 1, BTHEARABIT IR 4 4 41, W4 IS RAEFEN(1.67%L 7.27%, P=0.310), LLERILEGHEER.
AT 25 R 5 FOURIER W91 & TST W90 45 AT o AHIFL 1S St A 26 TI0 I 28 P 2 7 (19 )3 DRI o
—/: —. CREST W7i[21]5 NASCET W FL[22WEH, TEFA sk 04k, CEA K CAS ¥n] i 25 R A
HR AR B R RS . SAMMPRIS BFFE[23 13K B, JRE N Bk PTAS 41 30 RN Aok A 2 m T 290iR 97
H(7.1% vs 1.8%), 1H 30 KJGHBIEFEQ2.2% vs 6.2%). AT FTA N BE L N B ARG B,
B A U Y SO BROE AR JE R TR, R T AN J1%E, M RRAC T EEAR IS IRAER.
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SPARCL Hff 7. [ 2413 B e 71 S BT FEARAR YT PT s E A A 25w sk S5 3 A6 52 R AU B KK 16% (HR 0.84, 95%
CI0.71~0.99), —WifhyT 222250 Mr[2518 7%, LDL-C KA 1 mmol/L, IS [RGB 21.1%.
AT, A BE I T BHEARATT 40 mg RV TVRYT, Rl K LDL-C /K, AT AR
IS KA. = AW nTRerEAR D, BEVIN R, SSRGS REZEAL . FATHRIZEKFE Ui 8,
PR PR AR | AR IS B[R] A 288 I AF A S 35 75 o

AW ISR BT Z R R BIAS TR, FERIE. s RGRIZIGR R EFEE > 30%49 PTAS
ARG B ISR MG A2, ISR P HHTN PTAS A5 B3 ISR R H %K. BIAWF TR, mE
DY i B B R AT S B B T R PR AN BER G, W T ISR A AR RUK[26]. BEIRIE AL AS fE
SERR R, AT AT DAE I AR A SO0 S A N RS A, i AS ERE, 2P ISR R AEER[27] (28],
Ak, WA R B e T — A B BUME N R RF SR, AT I 51 A /N R SRR
MR, X2 ISR RARE BN Z —. FET R EAEYR], Frm0m . S0k i 5 LR
5 AE K, ST TR ISR B R4 B AT EE IR & L.

K FAFAERR R YE: (1) ARBFFCN AL T, WG KB R —FKERE, v Resh = it &)
s (2) AHEFUIG RS AR RV (A, B KBEVIIR] 180 K, X PCSKO #fil 77 Tl ISR [)3z
IT R AN B, X T ze L RURS: o RN N D RS 2 A e AT R AT (3) DRIEEARON SR AR 4
RACEARRE, FREZANNFEZRELWA AT EE; A0 & 0P A2 R 2 W E 7o N TR, Hig
8% 115 CTA I DSA WA #7750, IRETE — R LR mgh s (4) AHEFL BT F S48 2880 0 Bk
K, SCAETHIBIRRILE S, RTREX S FE i — g R
5. &5

AHFFERI, PSSR A e AT R B S L N SR IE AR G, TEARTT 28 2593R T i S
B B T I B R % U PR PRI LDL-C ZKFIRik AR, BERE 5 PR IRR )G 180 K ISR KA%, H
BT P G SR F TG IR A R Bz, 2 PEm . ANBE A H T4 REIE BEARTT 2R 25030 7 (W LAl 11
A BRI PG LR PTRE S FRAIG 1S FAF I R AR
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