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TebR N DIRetE bR et RO WRITE A L BRI 4 K% BE R 25 1 AR B (low density lipoprotein—cholesterol ,
LDL-C) Tl =& (triacylglycerol , TG) | &L JH [# % (total cholesterol, TC) . ] 5P 41 Jifd [8] 5 B 43 F 1 (soluble intercellular adhesion
molecule—1, sICAM-1) . A X F — H K & i (asymmetrical dimethylarginine, ADMA) | 3 i 4 )8 & A B 9 (matrix
metalloproteinase—9, MMP-9) /K- 14 & &A% F X B 20 (34 P<<0.05) 5 15 %5 J& JIg 25 (H iH @?(high density lipoprotein—cholesterol ,
HDL-C) \[5%5 2 JL A 5 JIK (calcitonin gene—related peptide , CGRP) 7K 44 5 25 i3 T3 41 (¥ P<0.05) . BEGHA REFEM K4
BN 9.80% , X HRAL Jy 17.65% , 41 18] FL A 25 57 RG22 L (P>0.05) . 51 MG HE I BEHE A BT A PG L S beif 7 th VT AN A2
Sl B T A ORI R IR, e LA K, MR A2 U A B DD RE , EL e MRS o
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Analysis of efficacy and safety of Xuezhikang Capsule together with alixizumab
in the treatment of dyslipidemia in patients with statin
intolerance coronary heart disease

HU Xiabing, HAN Lu’
(Department of Cardiovascular Medicine, Binhai County People’ s Hospital, Binhai 224500, Jiangsu, China)

[ Abstract ] Objective To ascertain the safety and efficacy of Xuezhikang Capsule coupled with alixizumab in the treatment of
dyslipidemia in patients with statin intolerant coronary heart disease. Methods A total of 102 subjects diagnosed with statin intolerant
coronary heart disease who attending Binhai County People’ s Hospital from January 2022 to December 2024 were prospectively enrolled
and randomly assigned into two groups by the random number table method: control group (receiving alirocumab alone) and combination
group (receiving Xuezhikang Capsule in addition to alixizumab), 51 cases in each group. TCM syndromes, blood lipid indexes,
endothelial function parameters, and safety outcome were conducted between the two groups. Results  After intervention, the levels of
TCM syndromes, low density lipoprotein-cholesterol (LDL-C), triacylglycerol (TG), total cholesterol (TC), soluble intercellular adhesion
molecule-1 (SICAM-1), asymmetric dimethylarginine (ADMA), and matrix metalloproteinase-9 (MMP-9) in the combination group were
significantly lower than those in control group (all P<<0.05). The levels of high-density lipoprotein cholesterol (HDL-C) and calcitonin
gene-related peptide (CGRP) were significantly higher than those in control group (all P<<0.05). The incidence of adverse events was
9.80% in the combination group and 17.65% in the control group, with no statistically significant difference between the two groups (P>
0.05). Conclusion Xuezhikang Capsule coupled with alixizumab demonstrated efficacy in the treatment of statin intolerant coronary
heart disease, with clinical symptoms being mitigated, blood lipid profiles enhanced, and vascular endothelial function improved. The
medication displays favourable safety profiles.

[ Key words ] Statin intolerance; Coronary heart disease; Xuezhikang Capsule; Alixizumab; Safety
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T 2 ik PR UL B8 JIE 5, O O i L2
Bl B PR FEREAL R IR LE AR S Bl Bk s
PR CBEBOR N R, s 1R AL AR T B SO
Bt i S T 2R 25 O 2 R IR T %
EER 7 B T T AN 22 B4 3, RBUIRIT A K
AR A R T R R E R,
BOUARTT R MPEREAR™ o FX5 2 AR, A2 A 1k
it A1k B %5 B 2% 9 (proprotein convertase subtilisin/kexin
9, PCSK9) il 1) € jlt hy B 8 A AR TR 46 . Bl A
JEERBT R —Fh 4 N R4 PCSKO BT BEHLIAR , T 3%
B HCAE 32 R B MV TR 9T I S T Dk 255 R AR
DR R RO I R KU B AR 159 i

R J 3 S LA ZL it oy 32 ST 1 A3 1 v 245 52 D T
R, BT I8 2% R AR B 25 B T I R
o7 FH T i I A T B0 SR AR ) AP UE S i
it R JIC S BB 5 ] AR PG I B0 T G A 7 T AN T 52 S ik

SRR AL RO L4593 (atherosclerotic cardiovascular
disease, ASCVD) & #1915 7K -, {HIK A 7 ZE X0 il
TTNTES 52 568 0o S5 O I R4 1 T ) 4 T TP AT
AFETT o ARG T T AN 52 5609 F#  F Il
e JPe A B 5 BT R PG JE BT T v L B TEVEAS X I R
S A R S A, BRI .
1 ZEREFE
1.1 HERERE

ACHIE S Sy B PR B ALOE BRC , LAVR YT 3 A
Jii A% % B g 2 H & B (low density lipoprotein—
cholesterol, LDL-C) /K254 h L5 fdgtn. AR
BRAE SCHR™ 45 5L, e 3R 415 % B LDL-C A%
{25629 0.8 mmol/L, 3L [ A5 #E 25 £ 1.0 mmol/L, 7&
a=0.05 K 5 K HE S 80% K S S RE A 1F T AR FEAS
HE AKX n=20"(Z_,+2 ), it H B/RwH
TN S0 B 5 % 1 10% K Ui %, B 41T A0 A
55191, AWFFEILAA 117 BIEA TR
1.2 —RREH

B IEE R R 2022 4F 1 A 2 2024 4F 12 A g5
N B BE B it B At T AT 32 5600 JB 5 117 491, A
AR UE : O £FG b LG il 8 05 45 R (2017) )
H e O ) P BT 9 DU 5 () 4 o BRI A
WV DU, 20 A ) B9 5 UCRE Ry 1 K U BT R
WA U TR A A T BB 5 AR, B A
Ji, PR G 55% I ER I O A 18 ~ 758 ;@ #1112
VT A2 YAT 321 (g SRy 2 2 Fi oA [] 25

ST 5 AT TC M 32 5 MIRYT ) s @ IR BT ke %
HEBRARUE - O & I ™ 5 i s (0046 =180 mmHg
/e &7 5K =110 mmHg) | 20PE ik 1488 3574 ™ 50
R H A Q BE M) Re 5 % & [ PRbn AL L E
(international normalized ratio, INR)=1.5 Fl1/8% % 4k &5
47 Bk AL 3% B B 18] (activated partial thromboplastin
time , APTT) %A i IE 5 X5 B 10 s LA [ ] e Kbk
O M E 2 5 @ 7 5 [ il 7Y 24 R 2 B e B i
(alanine aminotransferase, ALT) Fl/8{ K & 2 iR 2 J&
RS il ( aspartate aminotransferase , AST) KB IE
W AH I FR (upper limit of normal, ULN) 3 £5 DX I+, B
ALT>120 IU/L Fl/8§ AST>120 IU/L, L'} ULN 40 IU/L
] Al B OE /N BR B ok R (estimated glomerular
filtration rate , eGFR) <30 ml/(min-1.73m*) Fl/5¥; il
WL (serum creatinine , Ser) >3 mg/dl;@ ST e i
S © RS A B B A 259 7 s D K
PR @ XFWFTE 25 WA A5 R s © i) =l
FUB otk SRR HEBRAR S BR AT & SR 1 i
S P, A 102 41, G 0 0 R A SR P 1 Py
N o MR B AL R e S O 0 IR S IR A
MR S5 AWESE O i i N R EE B
HIZE DL 2 A (L5 : 2022-BYK YLL-048)
12 AITAR

Xf HRZH 25 W) PG O Bt (AR 7 TR ik
SANOFI WINTHROP INDUSTRIE ; { ¥ HIE « [ 24 U
¥ 8J20255002; BLA% : 1.0 ml: 75 mg) & F 4, 75
mg/R, 52 ] 1R

A 20 < A0 0 HEZE Bty - 0 I i Al e e 2 (A=
AL A BT R YRR AR R PR B 5 L HESCS
[ 24 ME 5 710950029 5 KA « BB 0.3 ) , 2 RE/IKR,
2Wd, I B RS T3 AN .
1.3 MEIERSTE

(D) HEIEBFS: TR G857 3 A G,
ISR P BT AR S) o FERE MR o 17 1 o e 32
f6290.2.4.6 70 WAERAE A 0.1.2.3 50, 70 (Hil K
e I i PR 2 R B 4

(2) MARTEAR: TIRITHT AT 3 DA A REEZIK
FAS AN S ml, FHE 30 min, PLES A4S 10 em %
3 3 000 r/min #.0> 15 min (M7 42 TD4C £ 2 M5
H 3P O AL UM A . SR H AR TBA-
2000FR 4= F 2l A= Ak 43 B S0 5 19 20 58 5 11 v 2% 2
K H AR [# 5 (high density lipoprotein—cholesterol , HDL~
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[ wemake 106 |

J
UEARI AL . 261

RGP 1491
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[ mwawk 4 )
[ mswmiiemcns: 3o | ‘
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[ )

XIHRZE : 51451 R 5141
BRI TG A BT 74 T BT+ L M 2
v v
SEMB BV 514 SEMBA I B 5141
CHIIES ) CHIIAIES)
v v

BE AL 1020 ]

Bl #RFEEIFERNAREZE

C) .LDL-C . 1 =8 (triacylglycerol , TG ) | ik JIH [ 5
(total cholesterol , TC) 7K

(3) N EZZRESEAR : B L3R FR A3 MV , R I
A 2 W 6 %2 (enzyme—linked immunosorbent assay,
ELISA) £ il B2 5% 2% 3 K A7 3¢ K (calcitonin gene—
related peptide, CGRP) | R ¥ 14 40 Jid [8] &5 B 20 1
1 (soluble intracellular adhesion molecule—1, sICAM-
1) K 4 J& 25 1 B8 9 (matrix metalloproteinase—9,
MMP-9) . A X Fr — B Kk K & R (asymmetrical
dimethylarginine, ADMA ) /KF.

(4) L4tk AERG L EARREAEA)G30d,iE5%
PIAAS R 0450 ) 0 O IURESE DR
WD BRE R B IREZ B . PR bR E DR
O R O HL IR S 1Y 38 & B B % 749 (Lown
I3 R =2 90 BiAL SR 5 OB A Kk M AU R K AR
Pl P ST-T BUAE s T 'H DI RESZ 3 : ALT B AST>3x
ULN Fl/af Ser> 1.5 Sk e GFR T F#230%.

14 FITEFHE

BE AL BEIE FH SPSS 27.0 #44:5¢ . 48 Shapiro—
Wilk £ 5853 BT 5, 1 2 RS 5340 (1B Bk A $
PRt 22 (s ) 7, ALIA] LB TS AREAS o K50 5 3
BORL LU (%) Fm | LSRR g . P<<0.05
ZERAGIEE L
2 #XR
21 MABEELZARIIL

P2 R E VO (B2 ) AR R 45 40 (body
mass index, BMI) i 2 55 SL 46 0B U 8 22 R ¥ o4

R (¥ P>0.05), BARTHME(FE D),
F1 MABERZEPER

— .
45 o fiﬁﬁ) Xno P
P [ (%) ]

5 28 (54.90) 29 (56.86)

& 23 (45.10) 22 (43.14) 0.040 0.842
W (xes, %) 50.63+7.64  51.39+7.81 0.497 0.620
BMI (s, kg/m?) 24.46x2.91  24.89+3.08 0.722 0.472
MR (xss, 4F) 9.25+2.12 9.35+2.04  0.243 0.809
fLE [# (%) ] 33 (64.71) 31 (60.78) 0.164 0.686
WA (6 (%) ] 14 (27.45) 12 (23.53) 0279 0.597
FREIIE [ (%) 1 40 (78.43) 38 (74.51) 0.215 0.643
s [ (%) ] 30 (58.82) 26 (50.98) 0.635 0.426
Wms (6] (%) ] 19 (37.25) 25 (49.02) 1.426 0.232

M. BMI: REFEEL

22 WMAREHDEIEERSITLE

TG E , P P BRI g T RE AR FTOORE R L
U B W AR T ALY AT, HIRG A BT
X HEZH () P<0.05)(%2)
2.3 WAEBEMASIERXTLE

IGIT I, W2 HDL-C /K P34 3 5 TARAIRYT
B (¥ P<0.05) ,LDL-C . TG . TC /K- ) i % T4
HIRYTRT (3 P<0.05) 5 KA 41 HDL-C /K i 3%
TR B4 (P<<0.05) , LDL-C . TG . TC /K V-3 i 3%
T HRZH (34 P<0.05) (£3).
2.4 THARENEINAEIERXTLL

1BIT 5 , 4] sICAM—-1,ADMA . MMP-9 /K - )
i EAR T ARLLIARITHT (3 P<0.05) , CGRP /K -4 it
FE T ARAIRITH (3 P<0.05) ; HEEA 4] sICAM-
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®2 FWAREPEIEBRRDIILE (xss,457)

1l FRERS UCRER Sy BB
JRITHT BITIE IRITHI BITIE IRITHI BITIE
BAEA (n=51) 7.35+1.24 4.9420.86 8.09+1.64 5.94+1.27 15.44+1.89 10.88+1.65"
XHEZH (n=51) 7.20+1.31 5.51+1.09 8.32+1.75 6.55+1.38" 15.52+1.93 12.06+1.76"
t 0.594 2.932 0.685 2.323 0.212 3.493
P 0.554 0.004 0.495 0.022 0.833 <0.001

e HFRMERITRTE, "P<0.05.

%3 WEBEMABHEIREE (s, mmol/L)
HDL-C LDL-C TG TC
IRITHT RITIE YRITHI BIT IR IRYTHI RIT A JRITHT BIT IR
BAEH (n=51) 0.92+0.25 1.22+0.51° 3.69£1.07 2.72+0.54 3.20+0.67 2.43+0.81° 8.65+1.69 7.05+0.85
XFHRAL (n=51) 0.95+0.29 0.99+0.43" 3.63£1.12 3.08+0.82° 3.13+0.58 2.88+0.92° 8.54£1.73 7.57£1.02°
! 0.560 2462 0.277 2,619 0.564 2,622 0.325 2.797
P 0.577 0.016 0.783 0.010 0.574 0.010 0.746 0.006

Y HDL-C: RS@ RSB A HE R, LDL-C: R8s FNEEE; TG: Hh =W TC: MR SRS, P<0.05.
1. ADMA . MMP-9 7K ~F £ &g 25 IX F X} B2 (3 P< 0.05) ,CGRP /K- 3 & TXHHRZH (P<0.05) (%4) .,

F4 FWHBENEINEEIEIRILE (32s)

4151

a1l CGRP (ng/L.) sICAM-1 (ng/mL) MMP-9 (ug/L) ADMA (pmol/L)
TRITTHT RIS VRITTT RITIE b=y Egiil] BITIE VRITTT RITIE
A (n=51)  8591+9.37  131.07+18.29" 308.17+16.29 221.95+12.70" 177.42+21.89  143.51+16.66" 3.51+0.59 1.79+0.26"
XHRZ (n=51)  86.45+9.28  119.84+16.56" 311.29+15.31 240.38+13.96" 175.36+20.70  159.34+18.53" 3.38+0.65 2.27+0.31"
t 0.292 3.250 0.997 6.974 0.488 4.537 1.058 8.472
P 0.771 0.002 0.321 <0.001 0.626 <0.001 0.293 0.001

. CGRP: FFRASZEILINMEM; sICAM-1. RIEVEANIERIZEF 4T 1; MMP-9: JEi4mE AR O; ADMA: AXHR IR . S5RHA
RITITELES, "P<0.05,

2.5 WMARBHFELEHITEN HoN17.65%, A L 2 7 LG i 8 L (P>
WA A A R k8 9.80% , %) 1 0.05)(F5),

®5 WHBEREETN(H(%)]

2151 ) FE A0 IUREZE DA BRI R N Difig sz 4bi MR
Bl (n=51) 1 (1.96) 0 (0) 0 (0) 2 (3.92) 2 (3.92) 5 (9.80)
WAL (n=51) 2 (3.92) 1 (1.96) 1 (1.96) 4 (7.84) 1 (1.96) 9 (17.65)
X 0.343 1.010 1.010 0.708 0.343 1.325
P 0.558 0315 0.315 0.400 0.558 0.250
3 iFig 3.1 MAEREFEEE M F LRI T A=
TERB IR FERE AL BT A2 384 R N R 3L Bm B EN AR S
g4 . AT TSR 25 BR8I35 AR A i HAT Hrse Ak Hh S 2 BRI SR Sl R o A R AL U i R ek

VIR MRS E PG Z EAE 2 D R BV 17 K 1 ol B AR S R T Sk fidia
25 SR RO AP TEM T AT 2 5 R KRR A R R R . ARk w7
DI AE ROV BT IR SR LR LR LR R, JE R MO A, gk AR AR SRR AR . AR
FF, FEQRIT R HI, RR L 2ABEENR BIE, W BBCR A IEAL, SO BRI HLAE 2 iR
W i O 58 08 ok 0 0 o AR R IR U B B 0RO X AR AR R AR SR i AR
B i 4 LA ZT DAy 35 B P Ry, R ER IR e i L
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BT, AW R B R RIT RS AP E
WEAE RS B0 50 RRAT, Ui BRI 97 ¥k T A 350l
SEE MR B = AR R AR . I R A e 2T
T 9 AR A T B LR AT A 3 A ) 30 3k
—3— 3 - % T G R A I8 5 B (3-hydroxy-3-
methylglutaryl coenzyme A reductase, HMGCR) % 1k ,
A FING S P IRN ; T B 27 A S AR A i i
0T B B A W Ak R superoxide dismutase, SOD) %
G, YR i e AR A 40 5 20 h B TR A P s gl AT
MK REAT R BH TR R A S PG IR R KO 32
BT I T8 WM R T el P I SR o
PCSKO 557 PE 25 4, BHLWT PCSK9 5 LDL A2 {4 (1) 41 H.
YEHT, 18070 LDL AZ A4 (%) PN PR R gt , DT 308 1448 A
FI LDL AZ A%, i 3A  LDL-C A5 B, S8
SRR RERR . AR Bt TR SR — PR AL IR R
B BTFEHABTT IR T & 48 w8 A5 IF 5O A AT
BB T IRAE R A AR 5 1 K

IR 58 J& ASCVD &4 KRR D fER I &K
Horfr LDL-C T A0k 35 50 ik ok A A8 Ak i) 1 220K 2
K-, HDL-C B A7 33 1] % iz I [ st 40 R Kbt S Ak
S0 MR VE L TG B TC /K- Fh i TR AR 38 im0
I AR RS . ARBFFE S50 WoR IR T IR A 4l
HDL~C 7K T4, LDL-C . TG . TC /K FEH T
X B2 Uh BH R A7 v T A R0 At TR Tl 32 560
5 I MRS K P . Xuan 25 UESE , I i BE e 22 65
e L0 2 AT AR 5 JR BR R | B8 1 % B Jikos A 1
it IR R AT e , SE i el O DI RE . b,
LA PN 2 T REASAN 500 L4520 JXURS: A 56, ELXT
Iy FR G EA VYR . CGRP REAE @ i 145 P 5k
BN Ul A o JUE 7 i, 3R] ) 2 S R B R A L
AL ORI DT sl 0 WL SR E AR B K B
Herfr sSICAM-1 2835 7K F- B 1 i JH Al i 45 (X 3k, L
F IR I 5 BEPAR E 1 5 A OC s MMP-9 38 o) [ i
ZF 2 g 5 T 0 Ay BB H i 2, M A% R R T BA
WM 5 51 A IR 2B R 5 Sed R 2 Jhkoks A 08 Ak 48 W] 75
UM I ADMA KK BT, 805 N B Y fig 55
IO M SRS AT AE R R L IRTT
Je A 41 CGRP /K- T4 HR4H , sSICAM-1 ,ADMA |
MMP-9 /K- YA T X B4, i 4518 5 25 55 i 5t
SEERMST o HRAE T« A PO b i R S
55 R PCSKO, BT H 5 LDL Z IR i 45 &, il

LDL 37 {AFE 75 B4 10 B g, DT 978 AT 200 IS LD L
Z AR N LDL-C B BR™ 5 R, i i 5 fi 28 T
RIS Y, 1R Wi S 3 A S R DD I
20t 5 A PN R B SR UORRL, B Ak PR R T ECR A
B, — 3 U R 44 9 R 20 i 25 4 5 ) g e b
Bellino 55> IE 5, Bl A1) P8 i Bt 55 vy o 3 b T B
Tl FA 7 VTl FH I, LDL—C ARG R 18 7T 35 85% .
3.2 InAS R TEEE A BRI T L B X i T A
BINRRENREESH

ARHFFELE R B A AR B3R R T
XA, R B TR IR AR B IO AR 0
Wl JF B IR GO BORE & A OIUESE SR
RS XURS: , % 451645 A LA iR ge g SR — 2k, Bl
VEIT AT R B T i SR, o ik, AN flgaE s if - g
I IR TC AR RO , Rt KU ARG, 1
A, H 2GR 2 AR 2 Bh 1t 54 2
YITFAE 225 B H 2T KRR, MM AR |
SIS 2 1 2R A UL B S, BV AR 6 O R A
IRAREE 3 AN R 3 Bl PG 0 Bt 5 o g e
JeBER IS, AT R A AL A 2 TR A T 5 97 T
W1, 2 BRI 2 XU o SR B A5 5 [l R
TESE i fig 32 56 B Bl ) 7 I SR B I o Al T RN T 22
ASCVD H 3 3 18] A UL 3 ™ 8 AN R

25 b KT AR A2 B 0o R, SR P IR
I A FK A BT R P T BBy A BRI A SR, B AL
RAAR P B UE A By, B LR 5 P8 B DRk de A, LR
DL AR BRI o ARNFFEAF AR AR ARt A PR R 0% ]
1A 0 A SR B, LA B P K 7 e O LA
B2 BV, 5 A7 i B VA O | 32 R A BT B K R ik
FTAEWS 23 J2 020 20 B , 1 0 LA < B4 5 R R A [
RIS BB TR 25 S . KRR RIS 2
O BEHLSUE B KEEATFFT , 38 13 K30 Bl DR A PP
HGIRE 25 o
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