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[(BE] BE WA B &4 2 A RHRANEST (PCL) Jo LR A B E R ik K4
FRFeHra, Tk AR 2015 F 6 A—2017 4 6 ALY T ¥ E AT PCLAY RS sm &4 68 41, RAMMET Kk
AT RAAR G T, 346, WA EH NG AT PCL 4 T F AR S TT, 697 A& Rk ah bt A B AR
fericd; MBEHHELET 1240, WRAREL PCLE 2 MACLREEFE, XRANBRELELE, PCIAT
B PCLE 3 d. 124 Adn ik B F AP, FURHEELETRARRRBRL AT, ER AR, WFMEH
BWLE 4G PCLE 12 ARG AEH SMA LR, ZRNARE R EFRT @A (P<0.05) . PCLAT, PCLE
3dAmmEL miFARIMET 15 (CDF-15) . BHCAEEE (hs-CRP) | EHAHEEG A (SAA) AK-Fibdk, 27
Rt FEL (P>0.05) ; PCLE 12 MR %7484 F GDF-15, hs—CRP. SAA K-FAK T2 (P<0.05) ., A
EBHRRR AR, 2FRGEHFEL (P>005) o HiR TR ARA AEIRAE S I% EH PCLE S S
KAER HRANBREAF FLmE GDF-15. hs—CRP, SAA K-F, HisMiF,
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Impact of Xiaju Huayu Capsule on In—stent Restenosis and Serum Inflammatory Cytokines Levels in Postoperative
Coronary Heart Disease Patients Treated by PC1 JIN Zi—an, LI Jie, CHEN Yang
Department of Cardiovascular Disease, the Traditional Chinese Medicine Hospital of Weifang, Weifang 261041, China

[ Abstract] Objective To investigate the impact of Xiaju Huayu capsule on in—slent restenosis and serum
inflammatory cytokines levels in postoperative coronary heart disease patients treated by PCI. Methods A total of 68 coronary
heart disease patients undergoing PCI were selected in the Traditional Chinese Medicine Hospital of Weifang from June 2015 to
June 2017, and they were divided into control group and treatment group according to random number table, each of 34 cases.
Patients in the two groups received PCI and conventional symptomatic treatment after admission, while patients in treatment
group received extra Xiaju Huayu capsule; both groups continuously treated for 12 months. Incidence of angina pectoris and in—
stent restenosis 12 months after PCI, serum inflammatory cytokines levels before PCI, 3 days and 12 months after PCI were
compared between the two groups, and incidence of adverse reactions was observed during treatment. Results In this study,
4 cases in control group and 4 cases in treatment group lost to follow up. Incidence of angina pectoris and in—stent restenosis in
treatment group was statistically significantly lower than that in control group 12 months after PCI, respectively ( P<0.05) . No
statistically significant differences of serum level of GDF-15, hs—CRP or SAA was found between the two groups before PCI or 3
days after PCI ( P>0.05) , while serum levels of GDF=15, hs—CRP and SAA in treatment group were statistically significantly
lower than those in control group 12 months after treatment ( P<0.05) .No statistically significant differences of incidence of
adverse reactions between the two groups. Conclusion Xiaju Huayu capsule can effectively reduce the risk of angina pectoris
and in—stent restenosis in postoperative coronary heart disease patients treated by PCI, reduce the serum levels of GDF-15, hs—
CRP and SAA, with high safety.

[ Key words] Coronary disease; Percutaneous coronary intervention; Xiaju Huayu capsule; Inflammatory factors;
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SO A AR Y PRl A R AT B O R B 10 B R R
MR, ZRGERBIKA ANIBIT (PCL) SR IRIGYT 0
Wi B, AR TB, AEEE PCLAR AR E R AR
SRS IS AN BB AS, PR E R R U . B, ol
H R BRIR O B PCT R 2 4R P F R A% J2 i PR iR 400 f e Y
[z — .

PEUE P 2F BT 26 B, HUIL/IVER SR 42 25 9 m A 3% BF 33 e
iR PG KRN B, H RV & 310 1 1 it il /i 2R
259, U 5%~10% R0 E AT PCLJG 2 B 48 )
FEeE L BRI, SRR I R A R S SR R
WA P A RKAMEIF 15 (GDF-15) . #4 C R 4R
F (hs—CRP) | JEMEEE T A (SAA) 2 548 0T FIBR 1ML 1)
BEE, B35 70K ERH PCLE L8N B A 1 k4
Ko T GEAESR, RS TER A A R PTG SR
WA R R T KR RA%., EMLRKayhER
I E T CHIRALTr, AW B TEIR T S A 7 i 28 % e 0
WG PCT G SEHR N P28 B3 R M R KSR, 3R
WEWT
1 &pl5HE
L1 —fE%ER I 2015 4F 6 —2017 4F 6 A fE#Ebi i fp
BEBE4T PCLITEC R 68 0], #9754 CARkE) by
FEDRGISWIbRIE, WASRE: (1) 4Rl 46~73 %5 (2) PCI
AU S E R I 78 1 Bt 10 17 R 4 210 UL 1 1) 2 ORTAE 4% ,
NEREC LR DBERHE . 24 h Zh7s.0m B A o R4 HE
BiArifE: (1) PCTRAET ok Bl S PE O UESE sk 75 17 202 7
RN BEAFAR (CABG) s (2) FEA MEVA M & i
PEEIFEIREAR S (3) AL (NYHA) 434
M~ Vg (4) A HMARG ™ EERHE; (5) XA
FERTHZI AR Z 8l s (6) ARetcERZy . RZ5iE
JC I BT 52 W7 Rk 2 A PRI . SR BELEC 7 R
SR B Ay X BRI, A 34 ), WAL TR
ARG . WS PRI R . LR R AR BRI A A K
FESES G L LA, 2R g2 (P>0.05, W&k 1) , BfA
A HME L AHIF S 2R DT T v S B S A4 AR S DL 2 o A U
i B A S S5 A I B AR E .

12 JRITHIE WAL ARCS AT PCLIFSA T8 MUXTHE TR
J7, AL PCLAG I ARBAEIDCAR ( FF BB 24 R BR 2 /A =
LS . BJ25068 ) 300 mg. AN S (FEEAE (B
AR AEES, S 5A452) 600 mg, PCIARIIJEH
HR BT A DEAR (100 mg/ ¥R, 1¥R /) . SMAEH (75 mg/ K,

LR/d) | BIFEEATT (AU maheill e A R AR AL, A=
FEAES 1506275 20 mg/ YK, 1R/ M) o RITAREE Lk
BT AL o B AG A R (LT R B, B2
T 720140015) 300/ ¥k, 3 /d, TR ERELRRE A2
M KF520g, (%) #%10g, ¥HA 12g, ®RE10g,
LEH 10g, ML 10g, A4 10g, (%) &AL 12g, BH
10g, +%530g, %2 10g, £%10g, Z%T 10g, ZE 10
g, BRRA=50 g PRALREELIAYT 121 H o PCLALEIFRE:
AR B bk 1 5 25 SR 7 A AR B B4R IR AR L il A A
<25%, TIMI MRk 3 400 .

1.3 WEdERr (1) B4R PClE 12 4 H D4 k&
AR RN TRRRZE R AR AR, SR RS SR A IR
Bl 45 AR TR SR N s S A S M0 5 mm A RS KA
P AE %= 50% 0. (2) Z¥ 51T PCLAT & PCLJG 3 d., 12
A RGP 25 KL 2 mD, 3 000 r/min B5.0> 10 min
(B0 13 em) , WCEWERE T -70 CUKFHIRAERA; R
JHEFBC AW B S (ELISA ) R GDF-15 K-, 5]
& A AR R A BRA ] SRR J2.0 ELISA
KT hs—CRP. SAA /K-, a7 & 0 H T IR LA YR
HRA T, KA HITACH 1-7600DP 4 [ 3 AE AL/ B
JeRE R BRI B TEME . (3) WM B F BTN
[EAS BRI 2 A 0L

1.4 Siitsdrsk R SPSS 18.0 Giit 2t AT BdE /04,
THEGRIL (xxs) FOR, RMASIAEA a4, TR
DI SRS, R xR Ll P<0.05 M2 SA G HE L.
2 HR

2.1 JRISTEBL XTRRL . WL AT 4 4], Hoho1 )
S, 2 B T Al g 5 A i A s 24, 2 9 PCL S 12
NHIETRIRSIKE R, 3 B AR 3 ; AR
60 i, FE2H 30 4.

22 DEUREAR. RN RESR PCE 210G
ST R DB R FH 20.0% (6/30) , AR TXHRZHAY 50.0%
(15/30) , ZRALGITEE L ( x’=5934, P=0015) ; iAIT
AR IR A KA N 3.3% (1/30) , KT Ad4Lm
20.0% (6/30) , ZFAGHEEX ( x’=4.040, P=0.040) .

23 IfLIE R PR T K PCIEG. PCIJE 3 d Wi 4H B 2 i
7% GDF-15., hs—CRP, SAA KT LL#, 25 L% E X
(P>0.05) ; PCLJ5 12D H G974 8 & ILIE GDF-15. hs-
CRP., SAA /K PLFX A, ZRA =& X (P<0.05,
nFE2) .

R OWALRE —RBOR L

Table 1  Comparison of general information between the two groups

415 e M (B ) g (xes, )W (n (%) VKW (n (%) )ik %) JEERIE(n( %) ) BAESERT L (n (% ) )

X HRZH 34 17/17 62.5+11.7 9(26.5) 15 (44.1) 12 (35.3) 17 (50.0) 11 (32.3)
bapag il 34 16/18 61.5+12.38 10 (29.4) 18 (52.9) 10 (29.4) 15 (44.1) 12 (35.3)
x> () 18 0.059 0.823" 0.073 0.530 0.269 0.236 0.066
PAE 0.808 0.417 0.787 0.467 0.604 0.627 0.789
T el
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F2 WHEE PCIHTMK PCLJE 3d. 12 H IM3E GDF-15. hs—CRP. SAA KFHE (x+5)
Table 2 Comparison of serum levels of GDF-15, hs—CRP and SAA between the two groups before PCI, 3 days and 12 months after PCI

w GDF-15 (ng/L,) hs-CRP (mg/L) SAA (mg/L)

PCI i PCIJG 3 d PCIJE 124°A PCI PCIF3d  PCIE 12/ PCI i PCIE 3d PCLJF 1244
WA 30 110023£21156  1207.11£23145 773.45 £ 99.89 611£366 7132404 425:272 2032887 21.65£10.28 19.76+9.98
WITA 30 106533£201.89 12111122968 654.59 +89.98 5984355 7064398 224129 1988£979  2278+1182 11,5788
HH 0.263 0234 2145 0530 0059 255 0324 0.225 2587
P 50.05 >0.05 <«0.05 >0.05 50.05 <0.05 >0.05 >0.05 <0.05

: GDF-15=AERKAUHF 15, hs—CRP=# C i, SAA= JEMFEE A, PCl= SRRk ATRYT

24 RRERN PABERITWIRER I EA R, 4
TREREIRIT RO, H WA R 1w B S B T e A g
KRB SR W IRARHERALEEL L], BWiER
OB, ERORIR 2 B, ANRRNEAFN 13.3%; WA
BERAEREEL 26, BHEAE 3B, SRR 17,
AN B # A 20.0%, P4l E AR KRN A R L,
ERTGTFE L (¢ ’=0.480, P=0.488) .
3 itig

WEFRBLR, D HLAIASFE S GDF-15, O LB, - B4 -
PR AR OO WA = B 3RA . 0 GDF-15, DIZEZZ Sebik
PR RERE (LR 1 L GDF-15 /KT E b 2tk
SN A 0 % TR BTN R T, bR L Bk
SR K A AR S L3 CDF-15 KW B Tk, HA5 ik
MRS B EEAR DG, X SR N A LA — S T (B
hs—CRP J2 [ Bl 1M 457 BE 5 M R b 1) e U R B, LS 5 30N
FRRAE R RENLRIIE LT 3 7w . (1) B
INHSUHFIFROSEE N R G MER R 50, dkinifedk Mg ag;
(2) A hs—CRP 324019 2 1 40 M I 5 BUm 45 7 Kz Thfig
FRhg, dmifE it R PR R AR S K N R LR (3)
3 I AE - JULEH A R 3R 38 0 Bl 457 JUL At A B 5
SRR T SAA BRI U AP N b
B, RSEOE RIS B — sl B, N
DN TR ZETE B T RERLI LS LA 345l (1) st
RENEE T AL IS &% EIRE MM EE (HDL-C) 456G, if
M FEAIC HDL-C FLEfbBE Sy, SEURFVIA;  (2) @ik ]
T i FOE [ st 5 2 6 ot 0 2 o A o I T Bt i, 5 JIEL
R (3) @i Ca® WM SBORR b2 | i
NG, JF T8 5 T AE A A o LA
B, gy v

S RIVEE 321 eV N/ I o TINS5 . 1) S = WIS - 1 7
FEIRN MR FEH L TG MEAS S AR LR T2
(=) IRENEZ, K R FSEA SN . AR,
MAAHEMREN, KRTFSEEARNS KT SHEZ R
e MR B Bk 5 FL T S O WIUREE R BRSO il B 405 B —
SERIPE, AR IR S8 — S AL R A A 5 2
(75 ) P BATHUR . BRI, A M TR ZOm &L
LT AENH . WMLV EZ, RIS TElaTH
IR b, () BelRAe. B = SRR,
HZEFE M AR . BRIk, o (&) leEIERATIHR |
S B RSl B BARERAE , AlA HAT B

Yok Rk e o UBE M AR R B SR (L&
P ATV . P s L BURLSEE T S E
ZH 11 A ATAT R - LA A e R, B
AP PUEAAERT s IR S B BRRR 9 T AT A
AMBRAE L BRI R SR LS P9 R A T O
JEERE A, AT PCLS SR FIBRAS Y ek 20 A
TRT I RN, AL M Ik
ALY BT R, A& HA LGB, 10 i -
LA RIE RS AR, e & BT 22 4 8 H BB S8 e L JULA
JIm P T B T S A S T R 1o A A
FULAN L ik 38 S 400 ) Sh s REREAL > DR, S AR AR
WHAY RSN S O LB S BB ER . 3] i/
SR KM AE P LA S B S T, A T R MO o
B R R B SR R AR R R

AT BR, PCLF 12 4 ATATT AL H O8O &
SRR K AR LT GDF-15, hs-CRP. SAA K
AR T XA, P A RO R AR R I TR 22 5, R
SUAGACIIR IR 2 REAT BRI Lo £ PCLJ 0800 K AR 38
SCHR Y PR AR R A R LT GDF-15, hs—CRP, SAA /K°F,
AR TR, HAe e, (EA IR AR
B2k
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