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F 100 BlAEE RO REFMS H B R BRIIFRANG T At AR RERA, TRMO0.5h Ao KE 24 h B#
B, Ao 5P B . AR A m AN E B AN E 6.CRAEF AfbKEHRER O A A LIRS HE
RIE B pit; M R X BAREhamiaN £ 1B .amBEN£6.CRAREARaREHhEEG A LERENE
BHEBRARANEGTAREGHM TN L Z2ChEEANXE, GR L5ERFIREH ALK, 2L ERHEA
NiEF e EERE B oA m e st & miaAF 18 (152.3 £72. 6 ng/L b 99. 4 £60. 2 ng/L, P< 0.01) . &1 mja A%
6 (127.5%44.3 ng/L kb 65.6 £36.5 ng/L, P< 0.01) Arsfe A H & & A (102. 8 X54.4 Vg/. kb 78.4 149. 6 Ug/1, P<
0.05) 89 K sk 5 ik 3o, XM EMAMAE RN P RERZ I F, A5G etk amiBiNE IBLa@ENTE6
Fod A ZEOAKRTFEZEMAX(P<0.052R0.01). FMizdE, 2L ARHPRANGITHG TAHH KA, X
MREWEZTEOLIZO R EFHALEELABRAREDBKREEZFAIENR (P> 0.05). &t Z2H ARk
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[ ABSTRACT] Aim To study the effect of percutaneous coronary intervention ( PCI) on the activities of peripheral blood
monocytes and inflammation in patients with stable angina pectoris ( SAP) . Methods 100 patients with SAP who underwent
PCI or coronary angiography ( CAG) were randomly divided into PCI group ( n= 48) and CAG group (n= 52). Venous blood
samples, from which peripheral blood monocytes were isolated by gradient centrifugation, were collected from all patients at 30
minutes before and 24 hours after PCI or CAG.  Interleukinr 1B (T~ 1B), Interleukinr6 (1I-6), C-reactive protein ( CRP), and
serum amyloid A (SAA) in supernatant secreted by peripheral blood monocytes at baseline and after stimulation by lipopolysac-
charide (LPS) were measured.  Serum levels of infammatory biomarkers such as II-18, 116, CRP, and SAA were also mea-
sured and their relations to major adverse cardiovascular events (MACE) at a follow-up period of mean ( 8 £3) months were anal-
ysed. Results Compared with those in CAG group, T-1B (152.3 £72. 6 ng/L vs 99.4 £60.2 ng/L, P< 0.01), -6
(127.5%44.3 ng/L vs 65.6£36.5 ng/L, P< 0.01), and SAA (102.8 +54. 4 Ug/L vs 78.4 £49.6 g/, P< 0.05) in su-
pernatant from peripheral blood monocytes at baseline increased significantly and increased further after lipopolysaccharide stimula-
tion (P< 0.01) in PCI group. Meanwhile, II-1B, -6, and SAA secreted by peripheral blood monocytes correlated signifi-
cantly with the corresponding serum levels respectively ( P< 0.05 or 0.01) .  In the follow-up period, although the rate of MACE
was higher in the subgroup with higher infammatory biomarkers than that in subgroup with lower inflammatory biomarkers (37. 0%
vs 19.0%), the differences between them were nonsignificant statistically ( P> 0. 05) . Conclusions PCI increased the ac
tivities of peripheral blood monocytes and enhanced systemic inflammation in patients with SAP, which maybe associate with poor

outcomes.
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1 MN&55F%

1.1 ffARMR

WA 2004 £ 5 A F 2005 £ 5 A £ &K FAT PCI
B AR 3 fik 3 % ( coronary angiography, CAG) #7 SAP
E 2100 ), &ML 4 & PCI 4 (48 ) fu CAG 4H (52
%), PCI1 4l B % CAG JE BF Z| 1T PCI; CAG 4 & #
CAG E#EHM BT, REMFARIET. SAPWW D
BT AR 98 18 57 T A A 080 B i 10 JIE R 4 8 A0 0BT AR
5 2002 &£ ACC/AHA ¥ 37 #9118 M SAP ¥ 7 45
Bo FTANEE AR EERR B & LZMR
B AERDERANAHENOARE FESGER
B BB R A R 2 A e Gz 3 A
1.2 FRARE

B N # PCI #1 CAG K#[ 0.5h Fo K J5 24 h
£ KB K 10mL, 2 XEAFEE (£ 5mL), 25
A% 40 L3 55 A ot 3 3R M AR R AR
1.3 SNEMEBAZMAER 5 EIET S EMEERN

RERFEARm S, AEELAL1HE, AR
ERETHEN LT KEAW L BRET, BY
EREBKE N 10N, FEMRT 4 LERR, B
T 5% CO, By 37 CHE 7% 48 W M s A A g £ 48 (50K
4 10 mg/L, Sigma /2 &] 7= ) B 7 12 h ER 4
ERER, BT - 70 Cok AR &N, BAR T &5 LU
[4]. #he L& R a %A% 18(interleukinr 18, 11~
18) . & 48 L/~ & 6( interleukimr 6, I1-6) \ 1 3 J& ¥ BE
% 1 A(serum amyloid A, SAA) ¥ K JB B BX 4 9% % [t
EE, mREERAANEN A S RAE LFRC
JR_J7 % ¥ ( C-reaction protein, CRP) X | # % # 4t th
wENE, KA eH/WaRmza W I REARA .
B AR AR B4 W K, B ME .
1.4 MEEHRMEFREDMAEER VAN E

1 3B 3 AR A IL-1B.01-6.SAA * B BX 4,
R EN =, P BRA &0 H SR E KA &
HAMERFEANIRARNE. BHCREES
(high sensitivity CRP, Hs-CRP) #9 #: I, % Ji %% 3% %2
W% At kA & W B FF = & B E](Orion Dr-
agnotic) , B A e Ab %o A £ H L FIFOA 4 B 3 & fh 4
A EAEN, TF % E< 3mg/L. AL45%& & iv (cardiac
troponin 1v, ¢Tniv) K fl 1 B Bk % 5% 77 %, & A K
¥o B4 4# F] Stratus 447 LI 2, IE % BT 0.6 /L.
1.5 St

BAE I SPSS 11. 0 it 44, i+ & TR
xts BT, RAEEMAEA ¢ B8, LA
X Hde; WA P< 0.05 H £ 54 85,

2 £ R

2.1 NEXREYEAIER FEHRE

PR 2 8 — M PR B3 S N 3 i e =] LK il
PRTE K | I B 55 7k 3R % A 18 411 /1] 771 ( angiotensir conr
verting enzyme inhibitor, ACEI) / Ifl. BRIk KRZIRE D
77l)( angiotensin receptor blockade, ARB) 4§ 24§ ¥ i) B
M, ZRLEEEME (P> 0.05F1).

* 1. MABENERIGRERELR

7 CAG 4l (n=52)  PCLA (n= 48)
F/ % (f1) 32/20 33/15
(%) 61.218.3 58.6£10. 1
AR (f510) 22 (42.3%) 25 (52.1%)
1 ML R A5 () 24 (46.2%) 26 (54.2%)
T A IAE (1) 21 (40.4%) 19 (39. 6%)
FEIRIE (1) 10 (19.2%) 8 (16.7%)
N BT 2515

R = TR AR (45) 50 (96.2%) 45 (93.8%)
THEREGRS (1) 49 (94.2%) 46 (95.8%)
fyT 2% (H1) 41 (78.8%) 36 (75.0%)
B SZ AR BE#E A () 35 (67.3%) 35 (72.9%)
EFEPLA (1) 32 (61.5%) 33 (68.8%)
ACEI/ARB (41 35 (67.3%) 37 (77.1%)

2.2 WERBIKEFLER
TEAREH KR 28 2 A R Bk B FE 2548 CAG A 5
PCIHBHEZ MERLRENW. (P> 0.05,%2).

*2 MEBEBRENBKREF LR

et R B Fik o 22 A 1t CAG 4l (n=52)  PCLA (n= 48)
BIUHRAR () 28 (53.8%) 26 (54.2%)
ES S LN 24 (46.2%) 22 (45.8%)
Je i B3 () 39 (75.0%) 37 (77.1%)
) A 20 (38.5%) 18 (37.5%)
HARB K () 17 (32.7%) 16 (33.3%)
AL 86% *£10% 87% *12%

2.3 SME MR AZ A RE X KRR R R B AL
AR HT P SR AZ A0 R 3 1-1B. -6 CRP 1
SAA WREERTLEZM (P> 0.05), RJ5 PCI 4 #
i g M- 18 106 A1 SAA IR R E & T
CAG 41(P< 0.05 5% 0. 01); PCI 41 ¥ 4% 408 L35
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HIL- 18,106 F1 SAA IREAR G B AR 2 E =P
< 0.01), 11 CAG HETFRAT e EZ R LB EME(P>
0.05); HIZANM FiEHH CRP 3R 7R 4 2 8] J
FARANEE R T REME (P> 0.05, K 3) .

3. SNEIM B AR A AR R B B AL S5 (« )

CRP IEH WA EZ TR (P< 0.01); (HE MR EY
B W F LM F KA RS R AR SR
HEFEGITFEEN (P> 0.05,%6) .

%5 MERLEFEDMASES VEONEZER(x L)

CAG 4L (n= 52)

PCI 41 (n= 48)

o g
o CAG 41 (n= 52) PCI 41 (n= 48) e ARHT ARG ARHT AR5
K AR AT KRG KT RIg T-1B (ng/l) 68.6%35.9 71.8136.2 71.4%33.7 1253145 6
1-18 (ng/L) 95.6+55.7 99.4160.2  100.2%61.3 152.3 %72, 6 176 (ng/L) 35.4420.7 36.7423.1  36.8422.3 89 5428 6%
IL-6 (ng/L) 63.2131.9  65.6%36.5 62.8132.8 127.5 4.3 CRP (mg/L) 3.2%2.1 3.612.9 35426 6.613.7%
CRP (mg/L) 1.6%1.4 1.8%1.7 1.9%1.6 2.0%1.7 SAA (Hy/L) 56.3%28.1 60.1%31.6 54.5%27.4  106.2 42, 3%
SAA (ML) 7324453 78.4%49.6  75.5%43.9  102.8 54, 4 niv (ML)  0.3630.24 0.3940.31  0.41%0.30 0.93F0.42%

a N P< 0.05, b A P<0.01, 5 CAG HARJFHLH; ¢ N P< 0.01, 5 PCIAHR
A BB 4L

2.4 HNEM SR MBRTE S 2 HE RS 3 R RS
IE0 53

REZ M AE T S 4 i s, AR HT P9 2H A% 40 i
5 R I-1B.1-6. CRP Al SAA HIIREERF LR
ZE(P> 0.05), RJG PCT 41 - 1B.11-6 A1 SAA [
FEEEET CAG H(P< 0.01), M P4H CRP Z 71
BEME(P> 0.05); PCl 440 FiEwF 118,
11-6 F1 SAA K JEAR JFHARFT 735 T+ 2. 6.3 1 1 2.
5f%(P< 0.01), 1 CAG HEETF Rl E R LR F
PE(P> 0.05); P2 Sz 4l i b iE P CRP K FETE
FARUEHTLRZEZMH(P> 0.05,FK 4) .

3 4. 51E M0 2 A% 2R B 7E AR 25 BERDBUR 3T R MEAR SR 53

CAG # (n= 52) PCL 4L (n= 48)
i1 b5 - — - —
Nl N Nl ENE]
IL-1B (ng/L) 346 109 382 +123 376 1115 966 *172%
-6 (ng/T) 290 £75 312185 294 180 913 193+
CRP (mg/L) 1.8%1.5 1.9%1.8 2.0%1.8 2.2%1.9
SAA (Hy/L) 146 *66 164 £72 152 t67 386 197

aJ P< 0.01, 5 CAG ARG HAEL b A P< 0.01, 55 PCLAH AR Huk .

2.5 MEHRMEFEDMAIGED ivEOUELER
ARAT CAG 4 AT PCI 4 1f1 % 7 1L~ 1B, 1L-6. CRP.
SAA Hl ¢ VIR JE L GE T4 Z 7 (P> 0.05), RJ5
PCI 41 11- 1B, 11-6.CRP.SAA Al ¢I'n ivif & 55 AR i FF
F(P< 0.01), HET CAG 41(P< 0.01, % 5) .
2.6 ZREAERENBKNT NIGTTHE ARG I 3% & M ARE
MWTHS OMESHHNER
Z R RSN NIRITH BB ARG 8 13
AL RS ML CRP fEK: PCI 404349 CRP 1EH
MEZH (21 ) A1 CRP Jt & 4H (27 ), K3 CRP Jt
AP ZH I3 - 1B 11-6.CRP.SAA Fl (T'n iv/K ¥4

a’A P< 0.01, 5 CAG ARG b b N P< 0.01, 5 PCT 4LARATLLE

% 6. BRI 2 R R BBk A NIBTT AR B R ARSI
FESHAREEROCMEEHHRER

fahr CRP IEH T4  CRP AL
I~ 1B (ng/L) 89.5+40.3 153. 1 £48. 4°
IL-6 (ng/L) 52.6325.2 118.2%31.5°
SAA (Ug/L) 75.8%29.7 129. 8 +37.2°
¢n iv (Hg/L) 0. 66 £0. 32 1. 23 0. 39°
M3z EE () 2(9.5%) 5(18.5%)
DYEEFET () 1(4.8%) 2(7.4%)
eSO UUEESE (41) 1(4.8%) 3(11.1%)
FEFO M FHF (H) 4(19.0%) 10 (37.0%)

a’§ P< 0.01, 5 CRP IE# W4 LL &g .

2.7 MEXSH

TEIRFN KA ANA G, L3 - 1B 11-6.SAA 43 5l
55 R 4 i S Al 4 s R I 22 A U 43 A 1 - 18
(r=0.65M10.78, P< 0.01).I-6(r= 0.69 I 0.
77, P< 0.01) .SAA(r= 0.39 1 0.42, P< 0.05) &
FEREOE, T ML2K CRP 5 A% 2 S il 43 04 01 i 22 M
FPE & 73 WA ) CRP ANFEIE(r= 0. 30 A1 0.26, P>
0.05) . PCI A Jg, M3 ¢Tn ivig ML I-1B. II-6.
CRPSAA MK (r 53514 0. 45.0. 48.0. 66.0.
40, P< 0.05570.01) .

3 4t ig

2 B SEARBN KA N IR I (PCT) S 576 /0 () 28 2
VATT B, B A MR R IR 3 v AR VR B I T
G, ARG O FE R AR R . BiE
WRE 2 50 kB0 R B AL BE B (1) TR Sy, R S M
AL ANLNE 2 IR B S, S A A A R R
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PEAOHL IR 7 RGBT 55, ARSZIR R I, SAP B
PCI R J5 &1 & 1L B2 1% 20 B Al 43 96 T~ 18, 116, SAA
B CAG R W E T, 1R 2 MR UG, X0 7 i
YER T N 22, BOR T 40l Fh s 2. 6.3, 1.2.5
o $E7n PC1 BT 40 A 40 e B0 -

C N EE F1( CRP) F1 SAA 2 AR BB [ i fh &
PR AR 2R 1, A 0 BB 8 R s I B BRI FR AR
il M-1B.00-6 /2 BE 2 FAMEER R ERF, F
BRI B R A, X 30 ok S R e A AR 1
H Y Ry A A . A 286 R B, PCT AR 5
IM3% CRP\SAA | T~ 1B.11-6 # CAG 41T+, #2718 PCI
ARiFESFFINE T SAP £ H ) RE RN, 1X 5 Toutou-
zas U S — . RATE R I, I 1-1B.11-6.
SAA 7E PCI R J5 5 B A% 4 B 2t 23 0 A i 22 4 R
SYUAR T 1B. -6 SAA B35 AH 2%, $27R PCL Uk 11
ARG JORE N 5 PCT S B0 52 20 P B Ay 4
FYIAA<. LI CRP 5 4% 41 M 43 ¥h i) CRP A
HH2%, AT G5 CRP £ ZH AT & A <.

C RN H (CRP) fE N —Fh R REbR B W, & F
RBEJRE R RS . Bk TR 3 ik 25 A E (acute
coronary syndrone, ACS) E# MK+ CRP F &, #2718
TG A B, RO L8 S 1 TR0 A0 48 LU A 2% B i
A RH G RE R K, 7R A 2 I R br B, L5 CRP
AP R A I A SR A TR R R . A
FONN, PCIAERET CRP JHE M RIE RN, & S5
ARG I RRE G0 PR A2 F0 ACS AR J5 0 ML F A1 %
AT (B AR SAP 4 NIBJT IR, CRP AR 4L 51 PR
Ja R R0 D AT 7S PCT AR S5 8 3 ML
H CRP /K FAE WA 5341 &R B, CRP F+ 3, H 3k
RIEFREY) 11- 1B 11-6.SAA AL LR G R EH) ¢In
iv/KSF¥8 CRP IEH 3 F &0 (B R VbR S &
1) FEBO ME B R EREG R EAREBIRE Z R
TREN, WTREE A AR A ER /DA K, ] fe
BN T BB RER A4S T %R A R 5
M, JXLEREH PCI AME R R SAP 2 HAZ 41 B ik
TEAJE [, 17 LG 2 3E v] g 5 R 5 0 i 8 A
R RFEMI R ER YRR

ST, LA 20 W R0 9 E S0 I AR DAL 1 AN 3
o EO, BREY RO E NS RSB K
S o 3 e AN BE B A 2, T RE S T AKX A TR AL, R
HE I JRE SN AN JAE R 7 IR Tnoue 257 JIF 52
TR B K S A N3 (40 PR 25 K Mac 1 i A

P, N G AR G 7 I TR A 2 TA] B 5 I
U5 6. FIk, PCL BT S BEUAE 2 L 140 32 1M
i P28 B AR TR R 2 T AR B K /N 73 ST 51 B
O LER L IRFE ™ | AT B 51 S S AR A M L S
TR Ak, SCHOR LN B ML % 219 2R 8 A
W, WEEEZEM. &/a, SRR S AL R EA
PCI ARG SR AL BRI M S 5 T 34
PN R AE X o

Zi EFIR, PCL R 2 SAP & 41 ) I 52 4% 4
PRI A4 B J8RE S S, PCL Ji5 B A% 20 Ji R 28 0 )
Wam T RE S5 SAP B AR50 i E S kAR # V)
K. B, A0TSR KA BT W SAP & ¥
PCI AR JG FFRAER A A, BRI 16 58, o il R
RKIEEHTHAAEERTFE L.
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