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[ E] [BH] RiTTHEANE G SCERELEE & 9(PCSKO) 474 7 33k ST Bis &5 A 40k K 3 Ik 45
4&4E(NSTE-ACS) &% PCI & X KT Ao GERsh sk edHoh, [ FFik] £ 2019 12 A—2021 4 12 A&+
E 2 K FARERBEST PCL 6 NSTE-ACS & 110 4, 452 B R ALK F &k AL A 5T B4 (55 #1) 5 PCSK9 47
) FL0(55 4)) | ST R LA T T 3% Ak 7T 45 | PCSKO 4 ) F 20 J2 5 R 206 77 o9 o mh E R BRGE 4% %697 6 N A
J& S Yo B 4L AE dn g | K KT REAR ) AR ZR T ) 35 46 (IMR) B4k 3 ik TIMI & LI 2 28 (TMPG ) 75 @ 49 £
o [HR] SaTEaAgrt, 4 J7 J6 PCSK9 44 71 41 ih = 85 (TG) . %2 B B (TC) K F E M & & 2 B 52
(LDLC) ZRs % & (a) RT3 9 R4, £ F A %3t 5 & L (P<0.05) ;7897 6 &4 C K& & (hs-CRP) I & 3R 5t
B F o TNF-a) & & A% 6 (IL-6) R -F 3 8 B AR, £ F H %3t 5 & L (P<0.05) ;74 7 J& PCSK9 49 4] 7] 21
IMR A& T2+ B4, £ 57 A 4031 5 X (P<0.05) ., RJE 6 /A~ A BF PCSK9 474 48 TMPG 3 & T M40, £ %A 4%
HFEL(P<0.05), [£it] A#iTEAR EFH 5 A PCSKO 474 7t ik &3k ST B3 SR &M K3 kg5
JEEF PCL G K KT Al AG R e AEAF W6 RAET
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Effect of early application of PCSK9 inhibitor on inflammation level and microcircu-
lation function after PCI in patients with non-ST-segment elevation acute coronary

syndrome
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[ ABSTRACT ] Aim To investigate the effect of early application of proprotein convertase subtilisin/kexin type 9
(PCSK9) inhibitor on inflammation level and microcirculation function after PCI in patients with non-ST-segment elevation
acute coronary syndrome (NSTE-ACS). Methods From December 2019 to December 2021, 110 patients with NSTE-
ACS who underwent PCI in the People’s Hospital of Henan University of Chinese Medicine were selected and randomly di-
vided into control group (55 cases) and PCSK9 inhibitor group (55 cases) according to the random number table method.
Patients in control group was treated with atorvastatin calcium tablets, and patients in PCSK9 inhibitor group was treated
with evolumab on the basis of the control group.  After 6 months of treatment, the blood lipids, inflammation levels, coro-
nary microcirculation resistance index and differences in coronary TIMI myocardial perfusion grade (TMPG) were com-
pared. Results Compared with control group, the levels of triglyceride (TG), total cholesterol (TC), low density
lipoprotein cholesterol (LDLC) and lipoprotein(a) in PCSK9 inhibitor group were significantly decreased after treatment,
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and the differences were statistically significant ( P<0.05).

The levels of high sensitivity C-reactive protein (hs-CRP) ,

tumor necrosis factor-a (TNF-a) and interleukin-6 (1L-6) were significantly decreased after treatment, and the differences

were statistically significant (P<0.05).

itor group was lower than that of control group, and the difference was statistically significant ( P<0.05).

After treatment, the index of microcirculatory resistance (IMR) of PCSK9 inhib-

Six months

after surgery, TMPG level 3 in PCSK9 inhibitor group was higher than that in control group, the difference was statistically

significant (P<0.05).

Conclusion Early application of PCSK9 inhibitor on the basis of statins can improve inflam-

mation level and microcirculation function after PCI in patients with NSTE-ACS, which is worthy of clinical promotion.
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lipoprotein cholesterol, LDLC) | & % & fz & & JH [# B
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21 TG . TC \LDLC . Lp(a) /K B FEAL, 2 7 A 5
T L (P<0.05) ;3697 5 Mgl HDLC 7K~ 344 fir

A AEER TG EE L (P>0.05) ;3677 5% ]
2 Lp(a) ZKFA FrBEAR, (B BRI AT 2 57 g1t
B (P>0.05;%2),
2.3 BITRIEREKFILE

JAITHT, M40 hs-CRP TNF-a 2 IL-6 7KV %%
ZFIGH#E L(P>0.05) ;1677 )5 PiZH hs-CRP |
TNF-a Jz 1L-6 7K ¥ B B AL (P<0.05), A
PCSK9 4l 7] 20 hs-CRP TNF-a Jz TL-6 7K - [
FH R, W E LT X IR (P<0. 01538 3) .
2.4 JRYTHIE IMR L3

IRITHT, PIZH IMR A 22 S5 e it22 3 L (P>
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RFXT A, Z R A 2EE L (P<0.01;%4)

R1. MABRE—RARILEK
Table 1. Comparison of general data between the two groups

5 % B4 0 ;JS%ZE
iR % 61.23+10.34  60.45+11.67 0.711
BW/ (%) ] 36(65.4) 38(69.1)  0.685
BML/ (kg/m*) 25.311.74  24.93x1.68 0.247
BEAER /[ (% ) ]
5 1R 25(45.5) 28(50.9)  0.567
Wl PRI 4(7.3) 6(10.9)  0.507
W 23(41.8) 21(28.2)  0.697
¢Tnl/(ng/L) 5.51+2.33 5.64%2.17  0.763
NT-proBNP/(ng/L) 546.34272.23 524.65+69.77 0.112
HLEF/ ( umol /L) 65.64+8.69 67.78+7.78 0.176
FAME/[Hl(%)]
LEET 1(1.8) 1(1.8) 1
HITRE 2 19(34.5) 20(36.4)  0.841
)5 10(18.2) 9(16.4)  0.800
R Bk 17(30.9) 18(32.7)  0.838
93 3RS 8(14.5) 7(12.7)  0.781
SR/ 1.62+0.55 1.56+0.59  0.582
D-to-B/min 63.45+5.67  62.87+5.48 0.587
ARJGHZIE/ 6% ) ]
FIEIVCARIAYE B 55(100.0) 55(100.0) 1
SAMEAR T 11(20.0) 13(23.6)  0.644
BRI 44(80.0) 42(76.4)  0.644
B SZ AR 53(96.4) 52(94.5)  0.647
ACEL/ARB 36(65.5) 37(67.3)  0.840
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2. MARTRIGEMAEKFILE
Table 2. Comparison of blood lipid levels before and after

treatment between the two groups

xR 3. MARTETERAEKTFLLE

Table 3. Comparison of inflammation levels before and

I H of AR 20 PCSK9 1k 55 2H. after treatment between the two groups
TG/(mmol/L)  IRYFHT  1.86x0.87 1.840.96 BRE| paiisEiEl PCSK9 il 541
WITE  1.52+0.73° 1.21+0.81" hs-CRP/(mg/L) JARITHI  4.49+0.45 4.43+0.42
TC/(mmol/L)  IAJTHT  5.78%1.15 5.81+1.35 WITIE  3.53+0.34° 3.01+0.26"
VBITIE 4.61+1.04° 3.67+1.03™ TNF-o/(ng/L)  JRITHIT 124.56+23.45 126.87+22.46
HDLC/ (mmol/L) JAIFRT  1.04£0.27 1.05+0.29 RITE 58.89+15.12°  32.36+10.03"
WBITE 1.15+0.24 1.21+0.25" IL-6/ ( pg/L) IRITHT 37.56+3.46 36.23+3. 64
LDLC/ (mmol/L) JRYFHI  3.94x0.76 3.87+1.17 BITIE 20.39+2.09°  17.72+1.45"
WIS 2.51+0.86" 1.82+0.97" a2l P<0.01, 5RIAAITATILH ;b 2 P<0. 01, 5% l41R
Lp(a)/(mg/L) JRITAT 321.23+102.43 320.78+100.96 IR LR
VRIS 318.87+97.23 241.93+94. 45"

1 :a i P<0.05,b 24 P<0.01, 5RI4IAITHT A ¢ b P<0.05,
d 2 P<0.01, 5% BALIGYT A b,

BITBEER Bk TMPG Lb%&
PIZH AR /T TMPG FIAR J5 B %) TMPG L #4825
RIS EE X (P>0.05) ;KRG 6 D I PCSK9
PIHIFILL TMPG 3 2 TX R4, 2R A5
X (P<0.05;%5),

2.5

& 4. MARITHIG IMR ELE
Table 4. Comparison of IMR before and after treatment

between the two groups

i H PR PCSK9 #1131 2
bEEagil] 22.56+3.13 22.86+3.03
eV i) 27.98+2.87" 25.45+2. 66"

E:a 4 P<0.01, 5RIALAITHT LA b 9 P<0. 01, 53T I 41ih
I IE LA,

* 5. MARTAIREERIBK TMPG LLE&

Table 5. Comparison of coronary TMPG before and after treatment between the two groups

AL (% )

il AT A5 BN Z) AJ5 6 A
0~2% 34 0~2% 39 0~2% 3%

popiizEa| 49(89.1) 6(10.9) 9(16.4) 46(83.6) 6(10.9) 49(89.1)

PCSK9 #3144 50(90.9) 5(9.1) 8(14.5) 47(85.5) 1(1.8) 54(98.2)"

W :a g P<0.05, 5XF A Fba,

ASCVD J& H i Bl A A e Je S Bt T i &
FA L AT R, MR S RS R LDLC 23l
RS RERE AL B B0 I -, JA iR 2 Bl ASCVD #Y 4
ATT S ABWT TR, ST A B Jik ok e BE AL K A=
KSR ERE BOCHEEMEN, A A EA 51
FHE G PR 5T, 2l bk 6 A 8 AL 4 BE S 3 Ak
J& ., ASCVD J2: i T £ 3 L 3K 3 1 3h ik ¢ M
T, P e AE SN — R IUE 5 Tl i, H
20 Tl JURAE A0 6 PR 3R Rl e oA, i s ok s e it
J&S L W R I RRAR LDLC J5 , [ R A7
e L MR IR AT AU, | E— 25 OB e AR AE HIL
FEH R FE R B AR TS P, SR AR R 48

BIPRCE R E TR N EE

B R4 A PCSK9 J& — b 3228y JIFIE R Gk
4 22 R A N, RT -5 200 M R 1k ) 0 R 2
ZAK (low density lipoprotein receptor, LDLR) 45 &
WS E AR, 2R R T 1A, B LDLR %I %5 B )i 2
H (low density lipoprotein , LDL) F{ BRAE FH , {113
JEFR Y LDL AKSF- T 85, 38 2 5 LA S hE 98 157
T % 2 A A ML BE , B AR AN B0 1 8 3 1 5k B XL
Wro ABFTERBL,IRI7 A, SR IR L, PCSK9 )
#3741 TG, TCLDLC Lp (a) /KF- 34 & 35 F# X, hs-
CRP [TNF-a J¢ IL-6 ZK-F-A {35 A%, S 2 (it 52
UESE, PCSKO Ml )i i i i 48 Hike B A AL B
BB i/ MEEBETE AR | 2503 0 DI RE 55 22 AL & 450
AR
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AHFSE K B, 3% PCSK9 #1461 713497 6 4~ H
Jii , IMR &%t FEZHAR , B TMPG 3 9% B 00 T
HRZH B 5 LA ] PCSKO 400741 30 1 e 3 54k 30 ik
TGP HETE . WFT & B, NSTE-ACS 4 K 22 50U
BEYUR G| &, i iz F A i A ok A BXE R Jig 5 7%
fi it 4 T2 LS GeE AR 2 Ik S0 B B A, RSB It 71 i
A AR I B iy A A S s T BE R AR R
B PCSKO I 1 45 /N sl K BE R (A RR, ]
MBI A S AR TR B, 2 v O L0 i 2 1O JULEE
VEN . WFSTIN R, PCSK9 5 TLR4 %54, i i %
MAPK M5 NF-xB 7§ P 09 52 W, A 4% 9 4 )8 7 1F
R BRAERFZE & B, /N BRAE 2 MRS TR Sl 2
B AT R e A, 7= A 2 Fh 9 P A B, 5 BRI 35
B, DRI AR E th 5 55 TR0 20 B A 1) SR e R
BT R W52 PCSK9 #1514 )7 Al A 2%k
& ASCVD B FIME N Efe. 0 =EM, HS LDLC
FEARFE R IE A $7R PCSKO i 5] v 3 1t 3
g PR Pk 2 /e it —2 3% NSTEMI &
H PCI 5 R S KGR Dy g , 410 il O EE A

25 LT AR 5E & B NSTE-ACS & 76 % B
PUBhKAEAL 76 7 10 B Atk 0 0 H PCSKO 410 il 5]
AR g I NG, JC 2 LDLC kA%, i 7] 38 3o FA A%
hs-CRP \TNF-a }¢ IL-6 5§ A AE A Jit AKF, B LA
RAEFEE I PCL 5 5K 20 WK GHO0E S R A, 184 42
PCLAF MG R AR £, ABESE N bl NEAS
5T, ARt £ 3 BE A 35 R I AT AT R IR 259, A M
I PCSK9 7K, T BEAFAEXT 4518 77 A 52 i 1 B il 1
M, TE— P KA B HRin ) £
HUDBFGEIESE , e, A IE 45 A — 2 iE FH T RF
HI ACS NBE, HAT ASCVD Y897 S M AT s EAR I
AR 2E R AR YT .
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