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Effect of Rosuvastatin Enhancement Lipid-lowering Therapy on Unstable Angina Pectoris of Coronary Heart
Disease

LIANG Wan-qian, BAI Cai-yan, LI Jian-hua
(The First Affiliated Hospital of Xinxiang Medical University, Henan Xinxiang 453100)

(Abstract) Objective To investigate the effects of rosuvastatin enhanced lipid-lowering therapy on lipid metabolism,
inflammatory factors, von Willebrand factor (vVWF), thromboregulatory protein (TM) and fibrinogen to albumin ratio (FAR) of
unstable angina pectoris (UAP) of coronary heart disease. Methods A total of 84 patients with UAP treated in the First Affiliated
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Hospital of Xinxiang Medical University from January 2021 to June 2021 were selected and divided into an observation group and
a control group according to random number table method, with 42 cases in each group. The observation group was treated with
rosuvastatin enhanced lipid-lowering therapy, while the control group was treated with rosuvastatin routine dose. Clinical efficacy,
angina attack frequency and duration of the two groups were observed. The values of high density lipoprotein cholesterol (HDL-C),
low density lipoprotein cholesterol (LDL-C), total cholesterol (TC), triglyceride (TG), tumor necrosis factor-o. (TNF-a), hypersensitive
C-reactive protein (hs-CRP), interleukin-8 (IL-8), vVWE, TM, FAR and medication were compared between the two groups before
and after treatment security. Results After treatment the frequency and duration of angina pectoris attack in the observation
group were less than those in the control group, and the differences were statistically significant (P < 0.05). After treatment, the levels
of LDL-C, TC, TG, TNF-a, hs-CRP, IL-8, vWEF, TM, fibrinogen (FIB) and FAR in the observation group were lower than those in
the control group, while the levels of HDL-C and albumin (ALB) were higher than those in the control group, the differences were
statistically significant (P < 0.05). There was no significant difference in the incidence of adverse reactions and adverse cardiac events

between the two groups (P > 0.05).

Conclusion Rosuvastatin enhanced lipid-lowering therapy can effectively improve angina

symptoms in patients with UAP of coronary heart disease, promote lipid metabolism, and inhibit inflammatory response.

(Keywords)

O U A ek O P D R R I, 72 el T UL Bt afi
IR B —FEREAE, R B OB Ae e RO S
Je A g B0 4898 (unstable angina pectoris, UAP) ,
UAP & — MO B RImKER N, FEARIRT, YK
BN e O S A R L3 )& T UAPY . 18Pk &R
UAP R4 K 2 a EEZAE R, & AW K+ (von
Willebrand factor, vWF) W Sz Bt Ifil 5 P B2 Bh e 195 1
AT 2 B (thrombomdulin, TM) £ 5% KK I RE .
MR, 4e8 A5 (fibrinogen, FIB) . M
(albumin, ALB) 5.0 1)K A KRB VIA G, 414k
EAFSAEAW{E (fibrinogen to albumin ratio, FAR)
A DU AL T 2O JULEE 2E (acute myocardial infarction,
AMD & A NVEIT R G AN BRI R A,
Hi B AT 2 — P AT R G 2, BA R ARG
EH, BefasE sh ORI, V697 7 0ol UAP Z5UR
B AHETT B LEIR TU 3 &7 A A VT 34k B IR 16 97 X 5 0
i UAP IRAR#H RAEE T S vWF, TM. FAR [520,
MHRE W T .

1 #ER5AE

1.1 —&F4

PEH 2021 4 1 H & 2021 4F 6 I fE ¥ 2 [ # P 55—
Bt 8 = B 6 97 (1) 84 il 0o UAP iR, 4 R BE L5+
FILB L NG RN IR, &% 42 9. WE22H 53 23 4,
w19 Bl R 49~T71 %, Y (56.68+5.34) ;5 WK
RS RS 1761, BRALOAE 8 #, HihAYs7 R
PELZE 8 4, IREALLEIE 9 fil. XY 20 41, %
225 R 49~ 69 &, P (56.12+5.08) & HIKE
55 RO 15 6, HARALLLIH 10 B, SHAS R
PR SR 9 B, IRAERLL SR 8 fl. P — BTk

b, ZERPIEHIFEE L (P >0.05) , BRI,
L1 gAbsdE (1D 5 G CRIEARE LA

Coronary heart disease unstable angina pectoris; Rosuvastatin; Lipid-lowering therapy

LW ST R PR, B EomE. DS

BOREMZ: (2) BE<FR<B0X: (3) BHEK
g B R

11.2 0 HeBRARAE (1) 0RO 388 BRI
FOSYER R B B (2 NHAT 2 AN H BT R
Mg, (3) GIFRRIERR G .

1.2 7k

PR 2HL A Y CURRBAT =) VS AR G 7 (R R 25 (R M A
FRAE], EZuE7 120171021) 100 mg » & ™, 1k - d7,
K 300 mg; EARHER S IL AR o GRERIZEIRAA,
[ 24 1 5 H20065685) R 20 mg« k™", 2% «d'; (&
T RFESN (G2 KA Alfasigma S.p.A, #3E 24 SEMHIES
H20140280) 3200 U 7 FyEH, 12h- k™, 7d/5MA
1K e d' R AHBREFLIE R G BRI amRAF,
[E 254 H37022364) 1R 100 mg » ™', 2% - d' 97 .

12,1 XPREAH o DASm &7 AR AR YT A CBR) 3 ) R 2401
(HED FIRAF, EZHET120170008) J6I7, 452
FrdE: 10mg« %™, 1k d'.

122 WSRH I DAEGEFARARIT sk ia sy, e
Frd: 20mg« k7Y, 1k - d.

PRI R R SRYT 12 A, Ja 86T 45 LARH F] T
Mg v B B AR T 584 VR T, 4h ZibRifE: BT ] TAK
100 mg « W', LR = d', EEPAARTT 45 2 bt A % R 2
—5.

1.3 WERIEAFRA IR A

13.1 AT RIT 12 AR IT 8L B
O HL R A R LA B R, R R AL SRR A Ak
O ST BB 2 A > 50 %, O & RAE R <
LR e d!, RAER A B4, R O A A O
KR RAE B ARIE ) kbR, BAKE= (BA+
HRO /B X100 %.

132 LEIERAEZ KRGt ] Wil sk



YT PEE LS & 445 2022 4F 5 A4 32 4555 9 W

BT 12 SR O L R AR IR B A BRI ]

133 JEACH A7 AT KRR T 12 a2 i IR
H A ER Ik 6 mL, 2> Dy 2 fr, BCH R 1, KA

2 B 3 A A g3 B AT € 1w % R R 2R A IE [ BF Chigh
density lipoprotein—cholesterol, HDL-C) . 1k %5 f&F Jig &
(1 iH [ % (low density lipoprotein—cholesterol, LDL-C)
J% 2 BH [E B (total cholesterol, TC) « =t H il (three
triacylglycerol, TG) .

134 RAEH T M vWF. TM. FAR /K°F S I
R PEEIK ML, 7E 3000 r+ min” 25 F B0 10 min 543
MG, 7E 80 °C AT MR, K B 5
Eb b ¥ 00 52 BB 8% C Jx B2k 1 Chypersensitive C—reactive
protein, hs—CRP) 7KV, I 5 72 W B 25 0 52 i g 26 46
[%] ¥ —a (tumor necrosis factor—a, TNF—a) . 4/ & -8

(interleukin-8, IL-8) . VWF J& TM /K°F-, 4 [ zhiti

ST E FIB /KT, 4 B A A € ALB /KT,

135 FEUGHE O A 22 097 5T Nl
6 NMHIWITZKE YT, L 2 B 2 BE U5 A ] OEAS R4
RAENEDL, PR B 254 RSB I

14 %Itk

KH] SPSS 20.0 HAFHEATHA AL, THEVERILL x4
For, R %, VR E SRR, KA %,
P <0.05 NERAAGFE L.

2 8% R

2.1 AAEFERIT RO

W &2 2B B RN 92.86 %, 1 T xR 4L )
76.19 %, ZEREFSHIFEL (P <005 , WK I,

K1 WABEGAT A (n=42, n (%))
A4 WAL H T B
XHEAL 19(45.24)  13(30.95)  10(23.81)  32(76.19)
WS 24(57.14)  15(35.71)  3( 7.14)  39(92.86)"

VE: SxRAtE, P <005,

22 B F BTG S IR Z NIRRT )
rbiz

PR 2E BB IR T R0 SO RAE SRR SRR S A] B,
EZR TG L (P> 0.05) ; WEHBERITEL
LI RAEIR e FE LR )35 /0 TP R, =5 BAfA %t

« 21

£ 2 WAEFIRITHIG L2 AR S 7] Lh g
(n=42, )_Ci 5 )
4B B A RAESEE /R - dT ERgREt A /min e 9k
XU VRITRT 226+1.12 6.61 +1.62
WRIT R 1.36 £ 0.58 324+ 1.14
WERA RITHT 227 +1.03 6.57 +1.25
I G 1.05 £0.62" 2.63 £1.06"

e SXHEAIEIT R, PP < 0.05.

23 AAEZEIT G KR rdR

W5 20 B VA7 B HDL-C. LDL-C. TC. TG tb%%,
EZRTLHE I HE L (P>0.05) ; WEHBERIT G
LDL-C. TC. TG /KFIMELT X84, HDL-C /K-F¥mT
XHRAH, ZERrBAgitvEL (P<005 , W3,

£33 PULEFRITRIE AR PLLE (n=42, y+5, mmol+L")

0 ) B 6] HDL-C LDL-C TC TG
WHREZH WEITFET 0.86+0.32 3.18+0.87 6.24+0.71 2.12+0.84
VEITJE 0.97+045 3.08+0.86 5.68+0.64 1.94+0.72
WELLH VASTRT 0.88+0.34 347+0.82 6.28+094 2.11+0.82
IS 1.58+£0.41° 2.28+0.92° 435+0.75° 0.94+0.63°
¥£: HDL-C — &% AR I BHIE B ; LDL-C — (K% FERE
HARHMEERE; TC — S AEREE; TG — =Wk Hib.
BRI G b, P < 0.05.

24 WHABFLITAE K IE AT K

W 24 H 1697 B TNF—a. hs—CRP. IL-8 /K-FH %%,
ZRILHKI¥E L (P>0.05 ; WEHABERITG
TNF—o. hs—CRP. IL-8 /K FHIMEF XL, R AHSG
HEE L (P<005 , W4,

R4 WALEERITHR R T AL (n=42, 1)

41 I 8 TNF-o/ng + L' hs=CRP/mg « L IL-8/ng-L"

XHHEZE VRITET 211.68£21.43 9.85+1.25 107.81 +£10.13
VBITIE 1452541432 7.16+1.06  81.45+ 825

WELH VAITHT 209.11£20.17  10.15+2.17  106.54 + 10.86
BITJE 9524+ 928 486+1.02° 6048+ 6.45°

FE: TNF-o —RIRAEIA 1 —a; hs—CRP — 8/ C V.
E; IL-8 — (4% -8

ExHBHEGTT G, P < 0.05.

2.5 WBE%TATE vWF, TM, FIB. ALB, FAR
K- redz

WA 9T BT VWEL. TM. FIB. ALB. FAR /K°F
thig, ZERELITHE N (P> 0.05) ;5 WEHEE BT
J5 vVWF. TM. FIB. FAR /K& T HE4H, ALB 7K-F

2N (P <0.05) , WE2. mTARA, ZRBEESMERE L (P<005) , WS,
X5 WHEZRTHG vWFE., TM. FIB. ALB. FAR /KFLLEE (n=42, x+g)
H Al B[R] vWF/ng « mL" TM/ng « mL" FIB/mg « L™ ALB/g + L FAR
Xt 28, VAIT AT 173.47 +17.18 3.81+1.87 454225 +44 31 36.12 +3.64 122.47 + 11.56
Va7 G 145.65 +15.19 2.95+0.68 4130.38 £ 40.16 40.12 + 4.63 100.28 £ 10.31
W EZLH YAIT AT 172.33+17.22 3.84+1.52 4550.24 +40.12 36.05 + 3.58 120.35+12.17
VRIT R 127.88 = 12.18° 2.32£0.59° 2840.37 + 24.45° 45.63 +4.57° 6039+ 6.28°

T vWF —IUEPEI AR R 7 TM — AR 421 FIB —£[ 481 ALB — [18[7; FAR —£[ 4R RS &M HE.

EXHBH ST ISR, P < 0.05.



e DD .

Shenzhen Journal of Integrated Traditional Chinese and Western Medicine May 2022 Vol. 32.No.9

2.6 THLAEE LA g Ak

WEHEE NI 4 B2 BRI, KRG S
2 BIZEA RN, P E AN RN R A,
ZREGIFE N (P> 0.05) . WEEHEE LI 14
BROEGIE, R 2 W 2 ONURESE. 3 3= R0
L, MAERFEANROLIEFMHFRERLE, ZRLS1T
HE Y (P >0.05) .

34t i

T BT AR YT 2 W PR A YT 2R AR 25, Tk ay
PETE RN 3— £ —3— F LK R LA A I8 JR AR
# TC W&k, BRIGVERIE T BGeFARARIT A 34T &
2% B N B e AT 20 ) 8 hE BRI BORE TG, JeiD 3 A s b
fER, AT DUE I AR A R ST 4l )
WAL WTISE, oM R ThEe ™. AuFad, g
HEBFIRIT DA MREE S T RA, WRHAEHEGIT
Ja OB RAEMR . LR Al HDL-C. LDL-C. TC.
TG. TNF—a. hs—CRP }% IL-8 /K i 35 £% B 354 T X Ha
H, ZREAYGHFE N (P<0.05) . £ E %4
TToRALBE IR 6 T 0o UAP R B35, fef ks
OEIFREIR MR ZKF R RFE RN HEHH AT 7T, i &7
AT feE I A B AR B T N R A A
G BRI R, AR B Z AT O SIRAER
B A ot i (o 1 U

VWEF s — Pt i P Rz 40 R 5 068 40 B 5 s 10 0 2 1
BAZWDiae, A 3 A A T R, Rl A 5
) A /N5 R B P Tk — 25 (R ik i /N AR B E AR, A N
R 40, UAP H# vWF KFE R &S T EAR Y. ™
AT N E LT REREEES, F
SRR MIPUEThRE, TS5 R A IOE R, TM KF
7E UAP % h B2 ), FIB 5 ALB 1 £ 5 % 0F
LB A NP R, 3 BN S A% TR 1 3 kS R Rl Ak
FIB 355 5 9k E 40 B S PN 2 20 PR AE N AE A 45 5 2 5 3 bkl
FEREAL JORE Fe 2 MY, ALB 7K P B AR A S B 0 /8 4 B 25 B
ST LGN, WESPLRAER, SHE N L,
[ I L P B AR AR AT S 30 A E 2R L, 3 i A AL N
SONE, BEINPY R ARG HEAHSCHETL, FAR 5 UAP B3 7H
REN BB AR FEE B U ARt s, WA B E R
JTJ5 vWF. TM. FIB. FAR K TXIHE4H, ALB & T X
H, ZREAYGHFE N (P<0.05) . F£HHE 754
TT58AL B R YE T A8 TE A RO T B E N AR bR, O
ZEJE MO IR B RO AR AR TS, 3X ] fg A RN SR AT AR A VT I8
I G I AR AR, b S I Y R R . P R A
W, WHBEWRREMENR RN, Z5
THiHE (P> 0.05) , £WHEE AT 24T,

g LRI, 3T AR YT SRk B AR G 9T N F T e O
UAP 38 560 A GE o0 g ie Ik, BRI Ag KT,
F A S S, B I PR B AN R

(&% 30k ]

(1)

(6)

(7)

THr, W, 2R, % SREM g RE S
VA FE 5 B i A0 BR T R — SR K E A S LR T
FEARAM YT FIRCRIGIRAT 52 (J) . BRPGEE%4<E, 2019,
48(7): 834-837.

TFEAR, BN, B0, & RIS A TR B0
209 FH R A IE 8 2 SRR B Ik L2 B A ST R A0 S0 R AR
Kz (J) . FEZE, 2020, 61(3): 226-228.

Talih T, Arslan E,
unstable angina pectoris (J) .
229-232.

REMY, WeREdR, WoRfE, &, F4EEARS AEA Y
Xof 22 S MUE R AR SO LR AE B8 8 PCT AR Jig 3t 31 /S 1)
TS (1) . BEMERARE, 2019, 18(12): 1212-1217.
HRIRER 2 OB W F o2, THROILE W A SRR 512
AR ER LR SR T R (1) . RO I
e, 2007, 35(3): 195-206.

HRABEE S S0 LR 2 . RFRAE ML BRI Wi AR T
W) L RO IIE R R E, 2000, 28(6): 408-412.
ZhulJ, WuS, HuS, etal. NLRP3 inflammasome expression

Talih G, et al. Inlet patch mimicking
Turk J Surg, 2020, 36(2):

in peripheral blood monocytes of coronary heart disease patients
and its modulation by rosuvastatin (J) . Mol Med Rep, 2019,
20(2): 1826-1836.

He W, CaoM, LiZ. Effects of different doses of atorvastatin,
rosuvastatin, and simvastatin on elderly patients with ST-
elevation acute myocardial infarction (AMI) after percutaneous
coronary intervention (PCI) (J) . Drug Dev Res, 2020,
81(5): 551-556.

Hashikata T, Tojo T, Muramatsu Y, et al. Lower Level of
Low Density Lipoprotein Cholesterol is Associated with a
Higher Increase in the Fractional Flow Reserve in Patients with
Fixed-dose Rosuvastatin (J) . J Atheroscler Thromb, 2018,
5(3): 233-243.

BIYE, LFER. InET b T 5 R AR TR AR PO 4L
g 8 PCLAR O LAR . R AL FFIA ¥ PR 1
ke (1) . PEEZ S, 2018, 15(21): 118-121.
KB, KA, VEFEIC, SE. EREF AT AR O R A
BNKAEAL . SORE SN A R R e BRI S (T) . S
FEEEE, 2018, 32(12): 1138-1141.

BRr, AT, AERE, & SRRk S & E
M T A A IR A A R BRI A2 AP ARE R IR
EXO(0) . MR E, 2020, 39(2): 134-138.
Zh, BN, BT, . DUEEIKCEEIE R E O VLR G
FREY) ¢Tnl, CK-MB, Fib %1k 55 (1) . RS L5k,
2018, 20(1): 73-75.

s, ZE, FEE, . ACS HFE(fiE 25(0H)D, TSH,
CRP/ALB EUAE AT PCT /K R Bl R B L (J) . drid e
SR HIRR, 2019, 26(8): 1317-1320.

TS, k. AREROSmEHETREEAR/ AkA
FAE bR A BOR AR R () . P E S B T,
2020, 28(6): 522-526.



