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B E BT R RN AR T A S MU e (AMD) & # 47 BRI IRANE J7 (PCL BRI R L H RS i F
- (MACE) 89 %01, 7 i% : 120 4] AMI 5F 5% %1 7647 PCI B # REAL 4 A 5 AL A E 20 (60 4] ) Ao K 220 (60 %) ), W28 H )G
SR TS TR S BRI IER R ARAEE H B R IR F A AR A B AR AAR 2h REBR BS K M S LG T .
e ko ak b ILA B B A T T RARAL T A5 20 mg, A B BT IR LK KA B4 B H A T AR IT 45 A 40 mg, 4 B BERT
THRLR, WAFAENHINA . WEHAEFET A /E LB E(TC) =B (TG) IKE ENE& G 2 E B (LDL-C) . & % /&
% % & f2 B % (HDL-C) .C &% %& & (CRP) . £ 3 T 75 # 0X40 fetk (OX40L) | & 4 e /2% 6 (IL-6) & -F , 57 OX40L 5 CRP &
IL-6894R %M, KRG F 1At & masEFEMACER AHF R, &% .87 4,HA %% TG, TC.LDL-C . HDL-C .CRP,0OX40L
IL-6 K -Fyuik, 2 3 Rsiit £ &L (P>0.05), #%97/5,TG. TC .LDL-C.CRP .OX40L IL-6 K34 B EAK T B 4174 57 77, B K 7l
%41 TC .LDL-C .CRP .OX40L .IL-6 7K -F-4& T % #7240 ,HDL-C K-F39 B 5 & TR AL 79, 2439 A %t 5 & L (P<0.01 &
P<0.05),42 % 21 TG . HDL-C /K P Jb 28 £ 5 ¥ R %35 Z L (P>0.05), &7 87, H 4L % % OX40L 55 CRP(r=0.746,P<<0.01) .
IL-6(r=0.763,P<<0.01)34) 2 EAG X ;3697 )5, F 4L % % OX40L 5 CRP(r=0.755,P<<0.01) .IL-6(r=0.760,P<<0.01) 78 2 iEAH %,
KA ZHEEMACE X A K R FKT FHA T, £ FA LT FEL(P<0.05). it £ wHEIT o9 hm b Mo X b TR
Mk 8 i K EKF MACE R A% B XASHARE I E,

KA AP IUARIT BRI IRANIE T 5 ITTIARMIT ; B R B o8 4

Effects of Atorvastatin with Different Doses on Related Indicators and. MACE-in Patients with Acute Myocar-
dial Infarction after PCI

WANG Pengfei', LIU Peimin’, LIU Zaiyu’, DU Yuzhi:(l.Graddate. School of Chengde Medical College, Hebei
Chengde 067000, China; 2.Dept. of Cardiology, Chaoyang Central Hospital Affiliated to Chengde Medical Col-
lege, Liaoning Chaoyang 122000, Chind)

ABSTRACT OBIJECTIVE: To inyestigate the effects of atorvastatin with different doses on related indicators and major adverse
cardiovascular events, (MACE,) in patients with acute myocardial infarction (AMI) after percutaneous coronary intervention (PCI).
METHODS: 4120 patients with AMI after PCI were randomly divided into conventional dose group (60 cases) and high dose group
(60 cases). All patients were immediately given low molecular weight heparin, Aspirin enteric-coated tablet, Clopidogrel bisulfate
tablet, Angiotensin-converting enzyme inhibitor, B-blockers, nitrates and other conventional treatment; based on it, conventional
dose group was given 20 mg Atorvastatin calcium tablet, once every day before bedtime; high dose group was given 40 mg Atorv-
astatin calcium tablet, once every day before bedtime. The treatment course for both groups was 1 month. Total cholesterol (TC),
triglyceride (TG), low density lipoprotein cholesterol (LDL-C), high density lipoprotein cholesterol (HDL-C), C-reactive protein
(CRP), OX40L, interleukin (IL)-6 levels in 2 groups before and after treatment were observed, the correlation among OX40L
with CRP and IL-6 were analyzed, and the incidence of MACE in 2 groups was recorded after 1 month follow-up. RESULTS: Be-
fore treatment, there were no significant differences in the TG, TC, LDL-C, HDL-C, OX40L, CRP and IL-6 between 2 groups
(P>0.05). After treatment, TG, TC, LDL-C, OX40L, CRP and IL-6 were aignificantly lower than before, TC, LDL-C,
OX40L, CRP and IL-6 in high dose group were lower than conventional dose group, HDL-C was significantly higher than before,
the differences were statistically significant (P<<0.01 or P<<0.05); but there was no significant difference in the HDL-C between 2
groups (P>0.05). Before treatment, OX40L showed positive correlation with CRP (»=0.746, P<<0.01) and IL-6 (»=0.763, P<
0.01) ; after treatment, OX40L also showed positive correlation with CRP (#=0.755, P<<0.01) and IL-6 (»=0.760, P<<0.01).
The incidence of MACE in high dose group were significantly lower than conventional dose group, the difference was statistically
significant(P<<0.05). CONCLUSIONS: Based on the conventional treatment, atorvastatin can significantly reduce lipid, inflamma-
tion levels and incidence of MACE, but the effect is more significant in high dose.
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2.0 WA ZE (Acute myocardial infarction, AMI) J2& A je
R 20 ik 45 A B 4k (Atherosclorosis, AS) B B (/) 21 4 i % A=
Zd /IR R AETE AR | SeE bR Sl Ik 2R A 2 T | kO UL Bl
I 555 IRFE R — I REE A AEY . SRAE R &2 R A IR
SIFR, H I FEX— I R M2 A %PE 0X40 it A H B
Ji9E IR FE R F o TNF-0) G5 A 51, A7 B 5T 3R BH L nf 2 i CD4
T 4L IE AL SGFE S GERS , I3 T A ) RAEFR A=, A
M2 5 RAE R, (2 F AS BEHE 2 T AT A, 5 AMI ) &
A KU B PIARCH, SR SR A ARYT (Percutaneous coro-
nary intervention, PCI) R —FNEEIR B K N ST AR AR R R
JT AMIICAH AR Tz — o AT 222591 AR G — g il
VRIT I H 2, B B & R BR VR F AN, 18 HAT AR 58 4 A
T RaE BEH, i N B T RE AR, DT O EAS R 4
M &Y, B, PUaAE R O T AR B ST S L E
BT RS I B LA —3 Ik, FEARMSE
BRI T A 5] i BT L AR A VT X AMI 317 PCIS A 548
b S E N B LS S (MACE) Y520, LLA IR ARG 7 #2
2%,
1 #/RERAE
1.1 HRIH

PR 20144510 H —2015 4 6 H 77 2= 2 Be b s i B T vh
D E RO NRMEBEIATT I 120 1) AMI I RCIETT PCLERE , 35
A CEE ST Bedf M L0 W2 W fnya T 76 ma ) B (IE ST
Bedh w2k R 3 k2 A AE 2 W AR YT 48 e ) R 2 W RR
WE. Hodr, Bk 69 B Lotk 5141, 45 (59.56 + 10.08) %7
Sk ST B BLO UL 78 141, 2otk Al ST Bedfi i 80 LA
S A2 HeRENIEC TR T B 43 R R a4 (60 441))
RGN E (60 6) o PILH B E T IR S I A TOR] A, 22
SIS E L (P>0.05) , AR ek, R 1, A iF
R EREGEFCHE NS, ra R EEEY
E T AR ES,

x1 WHBEERTMELR (L)

Tab 1 Comparison of basic information between 2 groups

(¥+5)
i RS (1=60) KR4 (n=60)
bk, 33/27 36/24
T, 5 59.86+8.98 59391095
TR, bl 2% A
IR pi] 31
m, fil 30 34
ST BR R LD UL, i 41 37
S ST B ALO UL, fi 19 3
ES TR 2 2%
TR 1531065 1554070
FEKE mm 30.68 £4.64 31.86£4.76
SRR, mm 3274056 3374061

1.2 MANSHERIRHE

YN ABRAE : 75 LS &5 13 T 3% v sl e S5 B AT e a5 /0
1S 20 R 99% , 354 LLF 20 1350 LB I Y
TEFE——C1) H o LGB ot £ 1 AR AR 5 (2) 00 H JE] 1R BT 1
LB AR, BIHT A ST B el A8 88 Ar o 2 4% S B 5 (3) 00 H
P B B Q U 5 (4) S AG 2 b 7 8 A O LTS 7388 4k Bl
Xk = REE B R w . HEBRARE : (D) S h e ™ Em R &
(2) RN K S B A S AR AT B 5 (3) kB
(4) G LB 5 (5) R B Mg R 5 (6) MLV R GU B 5
(TR FHRIEI I 2593 5 (8)78 BRI Y T 2543 U 3T 6 )]
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MRt R 25
1.3 A#FE

(BN N2 =h s WA ke o (15 a oy o N T I 9 7R
B R A SR B R L I B o S A A 75 L Bz (AR L ¥
2 GHIREE A2 35 5 WIRYT o FESCIERE b, w0 g R
25T BB A MY TS R O Sl 2578 B A, BA% - 20 mg/F, #it
WESCS « [E 25 T 120120049) 20 mg, Bl Ry IR 13¢5 KB4
BE A TR HRATT 40 mg, FERT IR 1 K. AT REEIA 1
A,
1.4 WMEEFR

WEE W 20 FR VAT G B [ FE (TC) =B H M (TG) |
% %% & g & (1 JIH 4 /% (LDL-C) . 1 %5 & g & 11 JH [4 i
(HDL-C) .C 2 J% % 1 (CRP) .OX40L . [ 41 1/~ 2 6 (IL-6) 7K
S, 43 Hr OX40L 5 CRP Iz IL-6 AOAH &, AR JE HETE 14~ Hid %
P 2H 8 5 MACE &A1& Bl CRRARAE B AR BAE MO LR BE 4
I8 PR L2 EE 7 RO IR MR AT ) o SR DXC-800 %4 4 1 5y
A Ak 23 B A (36 B DL 5 = R R R B2 |]) T TCL TG
LDL-C HDL-C ,CRP 7K~ ; 5 FHGHEG S 2e W B 571 (ELIS A ) 5
7E OX40L IL-6 7KV GRF &0 T2 ARD A H] ) o
15 SitEA®

K JH SPSS 19.0 Ze it 44 X Bl 47 341 o T Bk
X5 RN, R R 5 TR L % R, R R s P
PR 25 1] 9 FH G SR A B AH G a0 A . P<<0.0590 22 1 4t
NES-9'8
2 #£R
2.1 WAEREBFIETG . TC . LDL-C HDL-C /KF L%

VRTERT W% TG TC \LDL-C \HDL-C /K-t 8%, 7% 5
MR G es i X (P>0.05), iA¥7 )5, TG.TC . LDL-C /K-
S RT R 3R 97 A0, HUORSR & 24H TC \LDL-C /K AIR T 4 4L
2, HDL-C ¥ 8 2 5 TR 4AI 7T, Z 5 A G248 X
(P<<0.01 8%, P<<0.05) , fHW 20 TG .HDL-C KV lb 45 2% & 4
HE L (P>0.05), 1 EL# 2,
K2 WHEHETHIE TG.TC.LDL-C . HDL-C 7K F Eb

(xt5s)
Tab 2 Comparison of TG, TC, LDL-C and HDL-C levels
between 2 groups before nad after treatment(x+s)

415 n iog TG,mmol/L  TC,mmol/L  LDL-C,mmol/L HDL-C,mmol/L

EHARA 60 T 1773039 5958099 408£085 1.19+0.46
59 WFE 122£030° 441£1000  253£065° 13840447

KAEH 60 AR 1722038 6041083 4102073 125£039
60 WER  1205038" 3902089 2014070 14550447

- HIRIFATHAR, *P<<0.05, " *P<<0.01; 58 MAI A R, 'P<
0.01
Note: vs. before treatment, * P<<0.05, * * P<<0.01; vs. conventional
dose group, “P<<0.01
2.2 WLHEERITHIE OX40L CRP IL-6 7K F b3
JRITHT, W2 FR 3 OX40L ,CRP . IL-6 [L45, 2% R ¥ e ge it
2R M (P>0.05) . GI7)E , W4l ¥ OX40L .CRP IL-6 24 &}
FCT FAATTR, B AULT# i E A, 258465
PR L (P<0.01), FENL#E 3,
2.3 WAEE SRS OX40L 5 CRP IL-6 (1B M7
LA PR R IR YT R 4L R OX40L 55 CRP
(r=0.746, P<<0.01) .IL-6 (»=0.763, P<<0.01) ¥ 52 \F A& ; 1A
JT I, M4 5 3% OX40L 5 CRP (r=0.755, P<<0.01) .IL-6 (=
0.760,P<<0.01) R IEAHSE,
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%3 WARFEITHE OX40L .CRP IL-6 /K FELE (% +5)
Tab 3 Comparison of OX40L, CRP and IL-6 levels be-
tween 2 groups before nad after treatment(¥+ s)

40 n i OX40L,ng/L CRP,mg/L  IL-6,ng/L

AR 60 TRITH 56.12£1032 16624424 1881311
59 TR 16.11£4.22° 48711265 3931065

KAEL 60 g} 57.53£10.69 1703£455 1897387
60 i 10404420 27610527 3.02£062°

T GIRYTRT AL, “P<<0.01; 5 BRI UL, "'P<<0.01

Note: vs. before treatment, *P<<0.05; vs. conventional dose group,
P<<0.01
24 FHBEMACEREERILEK

2 fE A MACE & AE 3 8 5T LR i A, 22 5%
AGHEE L (P<0.05), TEIL#E A,

®4 WHEBEMACEXERILRBI(%)]

Tab 4 Comparison of incidence of MACE between 2 groups

[case(%)]
MACE BHAEA (1=60) Kl &4 (n=60)
SO IBETE 3(5.00) 1(1.67)
Rz 1(1.67) 0(0.00)
LIRS 101.67) 0(0.00)
FAERE 5(8.33) 2333)
BRER, % 16.67 5.00°

R AL e, *P<<0.05

Note: vs. conventional dose group, *P<<0.05
3 1Tt

AMI 2 76U 95 d5 ™ B A B B, — LA e O s BB TS AN
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i CD4'T 4l 7511 . OX40/0X40L {3 5 10 Bg — J7 1t ] 411441
T 20 M9 8 T, 2 E T 40 i A 384 58 K oAk, 385 T 40 A i) 2
BEE 2 BT il R R kB R B2 I AR T
ARG ALY CDA'T 4R M T8 AR 1 A0k i B A 5 S5k
R, I B R CDA'T 4ii il Ay T4 3 (IL-6 Al TNF-a55 4%
JiE R, 30 6 SRE PR T 1T SV UL 2 A B T e P e
IR o] f T A, o 2 5 T 40 B %) 5 A R 3 5 4 R 1 )
W, T 00 AMIT B AS BEHR T2 1) Bt , ol 27 2R g A5 30
BEH AT e A 2, A2 dF A TE ™. Bb4h , 0X40/0X40L 15
53 R ] PN R AN I P R R IR S AN R R 1
FOARZE A, T TR IR EE KOS 1L, B 2 Fh 90 K7,
SEOHEERTHATE . P- R E S AR 414
TR ERAE , BN E B2k R M AT . R,
OXA40/0OXA0L 15 5 10 4 30 o 8 16 T 4 25 07 =X, Ja sl 20
KEEH P A 9 95 B2 g, TR 35 AN [ A1 5 48 i R 22 1] A A 6
fEM

PCI 1] B PR AMLRE IR A8 (H PCI 5 il g2 H B
TE 2 AT IS, HAT BELHIS i85 PCL R Hh ek
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BRI L4 PN B, R AE I — P I A
BTG A A TT S HH S — Tk BE G A S DI 500 B HAT

JNG P ASHERSE B HATHUA Ul (st U N B T K

ae FRE BEH B /MR O NE B 32 ) 6e K S

WEEERY, BT, TSl T B HER R 5 10~80 mg, A<

WFFEFT Y 20,40 mg 4 Al AR FT5) 4

AWFFEEE R BB 1RYT IR AL 3 TC .LDL-C, OX40L

CRP . IL-6 /K ¥ 24 8 2 I T W) 4136 97 /i, H K 5 & 41 TC,

LDL-C /KA 5 MU, A R O , HDL-C K-F- 24 2

F T RIAR T T KR i 4L # MACE & AR R R T

PRI, 22 A G EE o X AR, R EBTE AT

HAT RS RITTARBOR . AT PRI BT I AT B ] €0 5055

SAE T [0 BE A R 10 5 R4 /b B W2 i X TNF-ou) 45

SIS IR, 0 A, R R ) 28 B 1 B < i SR

IR, FEAICCRPY, 540, BHEARAh T30 vl @ 2L 8 15 T

£ L ) B 5 2 R LA ) T 448 B 2 R0 D e B B A

Mo AWFFEREER LB, JA Y7 R JE M2 7 OXA0L 5 CRP,

IL-6 #5IEAT G . X6 OXAOL [RIHAB A iE T —HF, 2 5

TRAE I AS R A KT, $i78 OX40/0OX40L 553 % 1] BE

AL I CRP L IL-6 25 485 R 72k K A

25 B TR AR BRI T SR b PR AR AT R] SRR

S MR RIEA CHE R KT \MACE 2B 58 B IR i &L

REIRE . HTFAFRMAMFEARL /N, HARENE KR

FR i BT FEARAG TT %) AMI B I TS AR , SN 296 79 7

KFEA Z ORI — IS,
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Clinical Observation of Ambroxol Hydrochloride in the Adjuvant Treatment of Elderly Patients with Chronic
Obstructive Pulmonary Disease

LIU Hong', WAN Yun’, ZHONG Hongju’ (1.Dept. of Pharmacy, the Second People’s Hospital of Chongqing Ji-
ulongpo District, Chongqing 400052, China;2.Dept. of Respiratory, the Second People’s Hospital of Chongqing
Jiulongpo District, Chongging 400052, China)

ABSTRACT OBJECTIVE: To observe the clinical efficacy and safety of ambroxol hydrochloride in the adjuvant treatment of el-
derly patients with chronic obstructive pulmonary disease. METHODS: 94 elderly patients with chronic obstructive pulmonary dis-
ease were randomly divided into control group (48 cases) and observation group (46 cases)=™\Control group was given oxygen inha-
lation, antispasmodic asthma, expectorant and antitussive, antibiotics against infections ) brenchodilation drugs, glucocorticoids
and other conventional treatment; observation group was additionally given 30 mg Ambroxol hydrochloride injection, adding into
200 ml 5% glucose injection by intravenous infusion, twice asday. The treatment course for both groups was 2 weeks. The clinical
efficacy, improvement of cough and sputum volume before and jafter treatment in 2 groups were observed, and incidence of ad-
verse reactions was recorded. RESULTS: The"clinical efficacy in observation group was significantly higher than control group, re-
ducing degree of cough and sputum volume were significantly superior to control group, the differences were statistically significant
(P<<0.05) ; and there were no significant differences in the incidence of total adverse reactions, nausea, stomach heartburn, rash
and indigestion, between\2, groups (P>0.05). CONCLUSIONS: Based on the conventional treatment, ambroxol hydrochloride can
effectively relieve symptoms and improve efficacy in the adjuvant treatment of elderly patients with chronic obstructive pulmonary
disease, with no obvious adverse reactions and reliable safety.

KEYWORDS Ambroxolhydrochloride; Elderly patients; Chronic obstructive pulmonary disease; Efficacy; Safety
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