PN E XYY 3 Drugs & Clinic FEUHE F1H 201941 H +83-

AR B SInET R I T AT 2 F S s MR IR RIS

% fF
MR BERE, Jbst 100049

W E: BE IR E TR M T A5 16 T 2 A S R I RT3k, 733k 1EEN 2015 4F 6 H—2018 4 6 A 7EAL
R0 R B2 4R T TS HET VR TT /Y 100 11 & Mg e A8 3, ARIE FH 2R R 43 vy 41 (50 41D FIXRREH (50 51D, i FR4H
FUREGEFARAB TS s 10 mg/lik, 1 R/Id; JR97 AR BRI 7 B ath b OUIRAT PHESEE, 4 Rk, 3 kid. WHIZELLIARYT 8
JA o WMEHARIRRIT R, AR IE MR i RS r AE L. &R 7R, SR
AR YT ARG SR A 2 82%. 96%, WAL EREAFIMFE L (P<0.05). ¥BI7 )5, HARMEERE (TC). =
B H M (TG, K% R B HE R (LDL-C) /KT RE T, =% EIREAMER (HDL-C) /KFHEEE S, F4A
WITAE LR ZER B ¥R X (P<0.05); JRJ7 )5, ¥BIT4 TC. TG, LDL-C /KPR FXFHE4H, {H HDL-C /K- s Fxt
MAH, WMARZEREARITE L (P<0.05), HI7)5, WA C RMEA (hs-CRP). FEFR MR A RH % T & H (ECP).
AR T 21 (FGF-21). EAMHIK -1 (NSF-1). &% (LEP). HAMAE-6 (IL-6). HEIS (TOS)
K BBRIT AT R, A PUELA (TAS) /KF. X4 BERE-1 (PONL) KA R EM S, RHABTHELEER
BYiEm X (P<0.05); JEJ7)G, JAJ74H hs-CRP. ECP. FGF-21. NSF-1. LEP. IL-6. TOS /K~F#] SAK T B4, i
TAS. PONL /KT R & TX A, WARKZERAFGRITEE N (P<0.05). i mIAHREREmETRMITHRITE
G v M L B A B WG RT3, T B3 R R L R R AR, BRI R FE TR, SCEHUAZALSRORS, BF
BT I R A T R AN E

KBEIR): 1 PHIREE: FEPR MG A s AR MUAE s A E R =k H o R85 BE AR AR (I RH R s 1 R M AR 1 PR B (HDL-C);
CMEH; VEIRMENAMMEFED: RAEMERRE T BEMHIFE7F-1; EER;, RN %-6

FESHS: RI73 NHEREE: A XEHS: 1674 - 5515(2018)01 - 0083 - 05

DOI: 10.7501/j.issn.1674-5515.2019.01.019

Clinical study of Hedan Capsules combined with rosuvastatin calcium in treatment
of senile hyperlipidemia

CHEN Qian
Aerospace Center Hospital, Beijing 100049, China

Abstract: Objective To explore the clinical effect of Hedan Capsules combined with rosuvastatin calcium in treatment of senile
hyperlipidemia. Methods 100 Patients with hyperlipidemia in Aerospace Center Hospital from June 2015 to June 2018 were divided
into treatment group (50 cases) and control group (50 cases) according to different medication. Patients in the control group were po
administered with Rosuvastatin Calcium Tablets, 10 mg/time, once daily. Patients in the treatment group were po administered with
Hedan Capsules on the basis of the control group, 4 grains/time, three times daily. Patients in two groups were treated for 8 weeks.
After treatment, the clinical efficacy was evaluated, and the changes of blood lipid indexes, serological indexes and oxidative stress
indexes in two groups before and after treatment were compared. Results  After treatment, the clinical efficacy in the control and
treatment group were 82% and 96%, and there were differences between two groups (P < 0.05). After treatment, TC, TG, and
LDL-C in two groups were significantly decreased, but HDL-C was significantly increased, and there were differences in the same
group (P < 0.05). After treatment, TC, TG, and LDL-C in the treatment group were lower than those in the control group, but HDL-C
was higher than that in the control group, and there were differences between two groups (P < 0.05). After treatment, hs-CRP, ECP,
FGF-21, NSF-1, LEP, IL-6, and TOS in two groups were significantly decreased, but TAS, PON1 were significantly increased, and
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there were differences in the same group (P < 0.05). After treatment, hs-CRP, ECP, FGF-21, NSF-1, LEP, IL-6, and TOS in the
treatment group were lower than those in the control group, but TAS and PON1 was higher than that in the control group, and there
were differences between two groups (P < 0.05). Conclusion Hedan Capsules combined with rosuvastatin calcium has significant

clinical effect in treatment of senile hyperlipidemia, and can significantly improve the blood lipid indexes, and also can reduce the

level of serum inflammatory factors and improve the oxidative stress state, which has a certain clinical application value.
Key words: Hedan Capsules; Rosuvastatin Calcium Tablets; hyperlipidemia; TC; TG; LDL-C; HDL-C; hs-CRP; ECP; FGF-21; NSF-1;
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*1 PAIRKRTHEEER
Table 1 Comparison on clinical efficacies between two groups

2H 5] n/f B H Rz TeRp B BEI%
o R 50 30 1 9 82
bEb g 50 35 13 2 96"

xR tE: "P<0.05
“P < 0.05 vs control group

*®2 WAMBSIEFRELE ( x+s )
Table 2 Comparison on blood lipid indicators between two groups ( X =s)

AR n/ B TC/(mmol L% TG/(mmol L7 LDL-C/(mmol L)  HDL-C/(mmol L)
Xt 50 BIT 6.87+0.39 5.84+0.23 8.8740.45 1.024+0.12
BT A 3.28+0.15" 3.23+0.12" 5.28+0.16" 2.65+0.14"
7 50 HIT R 6.84+0.37 5.8640.25 8.8440.42 1.014+0.13
BT R 1.15+0.12°4 1.75+0.11"4 2.11+0.13"4 4.98+0.1774
SRMEITHT R "P<0.05; HxIRALAIT R AP<0.05

“P < 0.05 vs same group before treatment; *P < 0.05 vs control group after treatment

£ 3 FHAMBFIEIFELE ( x+s)
Table 3 Comparison on serological indicators between two groups ( X =5 )

A5 nipl WELIFIA] hs-CRP/(mgL™) ECP/(ng L) FGF-21/(ugLi ™) NSF-1/(ngmL™Y) LEP/(ugL™h) IL-6/(ugLi™)
B 50  VAYTET 5.46+1.41 3.36+045  1.98+0.27 11.48+3.27 6.64+1.29 84.95+12.47
WIT/E 3.64+0.18" 2.03+0.17" 1.69+0.14 8.79+0.72° 552+024"  56.43+9.81"
AT 50 JAITRT 5.42+1.38 3.38+042 1.96+0.25 11.46+3.25 6.62+1.27 84.93+12.45
WIT/E 2.03+0.15™4 0.61+0.12"4 1.13+0.11%4 6.13+0.68"* 4.13+021"% 3564+9.7374

SRR P<0.05; SxIRALIAITIELE: 4P<0.05

“P < 0.05 vs same group before treatment; 4P < 0.05 vs control group after treatment
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*4 FERNEBIEFREE ( x+s )
Table 4 Comparison on oxidative stress indexes between two groups ( X =%s)

TOS/(umol H,0, Eq L)

TAS/(umol Trolox £q L%

PON1/(U LY

A5 n/l

YRIT R RIT A VAT HT HIT e VRIT AT BIT e
Xt B 50 22.59+5.43 15.38+4.43" 1.3440.24 2.184+031° 1657+5.68 24.3848.35"
AT 50 22.57+5.46 11.24+4.32"4 1.3240.22 3.154+0.36"4 1653+5.64 33.27+8.43"4

SRR P<0.05; SXFEE4LAYTELLE: 4P<0.05

“P < 0.05 vs same group before treatment; P < 0.05 vs control group after treatment
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