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Correlation between coronary heart disease with intermingled phlegm-blood stasis syndrome and in-
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[ Abstract] Intermingled phlegm-blood stasis syndrome is one of the main syndromes in coronary
heart disease (CHD) with inflammation accompanying CHD throughout the whole process. Previous studies
indicated that CHD with intermingled phlegm-blood stasis syndrome correlated to 13 inflammatory factors.
These 13 factors are C-reactive protein (CRP) , homocysteinaemia (HCY) , tumor necrosis factor-o ( TNF-
o), interleukin-6 (IL-6), interleukin-18 (IL-18), matrix metalloproteinases ( MMPs) , monocyte che-
moattractant protein-1 (MCP-1), intercellular adhesion molecule-1 (ICAM-1) , macrophage colony stimu-
lating factor (M-CSF) , CD40/CD40L, PS/PSGL1, ApoA-1 , and al-AT. Among them, CRP and HCY ,
which have widely been considered the independent risk factors of CHD, were more related to CHD with in-
termingled phlegm-blood stasis syndrome compared with other inflammatory factors. Besides, the serum
levels of inflammatory factors in patients with intermingled phlegm-blood stasis syndrome were higher than
those with phlegm syndrome or blood stasis syndrome alone, while patients with non-intermingled phlegm-
blood stasis syndrome revealed the lowest serum levels of inflammatory factors. This result showed that pa-
tients with intermingled phlegm-blood stasis syndrome had higher level of inflammation than other types of
syndrome. The findings may be of help for objective indicators of intermingled phlegm-blood stasis syn-
drome.
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1 MIEKREE

L1 CNiEH

C J2)wi &5 H ( C-reactive protein, CRP) Z&—Fh
JHF I B S PR IS A S vy 2 1 H TL-6 175 5 T4 i
7 o CRP AJ Y F W 40 i F B 2% FE R 2 1, 4K
JEREAL N LRI . CRP S A MR AR 5k 4 0E
S Fee U AR s =2 — 1 B0 LR B 1
NG DR Rk 3 s G 27 4 1 36 [ U g 2
BEHERE A e 3 B T IR B R AR S .
EAF SR FH AP HE I 12 RORAR & 1 20 A i 2 05,
FE S5 RN = U CRP,

Wi R L BT 26T R B, 60 AR
H i CRP 7K PIE & 24— 3E 5 AR UE— &80
JHIE— B S5 95 BELIIE 72 7 48 15 (P < 0. 05) , H A4 12 3%
fmFIEHF XTI (P <0.05)

TR - AL LR L0,
O MR BEIE (58 ) Ko b P BELUE (55 3] ) £ 45 1 3%
Hr CRP 7KV 25 5 TARRBEIE (83 1)) (P <0.05)
BB R RO AN R O SR R, R
BHIIE (30 f5i]) A RE MBS IE (28 191)) A1 BH i FE BETIE (25
i) f 3 CRP & & 35 1 100 5L 9 2 4L iF (20 1)) i
OB BIHEUE (18 1) (P <0.05) . XIEIREE" th %
PUAESE B L 0 8, NI IE (9 i) — 9% ik
(15 i) — BB H S53E (38 i) — < I IE (45
) B BN = i (P <0.05) , AREEK
SO IR b R K 2 A SR R R SR
(55 51]) CRP 7K~ 8 25 8 TAR RIS UE 8 % (35 f4i])
(P<0.05),
L2 FREBER

[A] 784 2= Bt 22 % ( homocysteinaemia, HCY ) J&—
ol i B AR , 1976 A7l i Wi A7 o R A 1 IR
Hey J&0 IUER I — DS R R . 2R 2R N
Hey YR 15 M, 38 #0A S J2 m ) 28U 2 e 2
FRIMAE . Hey V4 —FhECA 5, X5 A5 A 1 40

EAHEFMEER, o7 Ly N B2 0 it fe 7 fgh
BRF PRI G 26 35, 520 Y B2 20 it 45 45 A48 A2 G S fliT
SEON 2 T BE AT, AR Sl bk ok R R AL 1Y K A
Hey Al 5 [ MCP-1 \IL-8 3334 , 3458 X B A
AR ATVE A SR R R BE A 5B E
WG 24 B ) Mac-1 (45 & SE AL, 1878 20 i SR A% 40
R BT A B P B R T, A1 2 96 K 20 L A T
TG RE 20 16 DR 1~ 149 4 0, DA T AR 32 B0 fok s Ao A £ 11
KEME R,

FLAR A 452 R B O A I P Hey 7K,
F R IE H (25 f51]) — =i MUSIE (10 1] ) — o0 H I s
UEC13 il ) — 5958 B B UE (21 f]) MR 3G hn (P <
0.05), Bz F 0 R B fe Ak 2 vk e
MR FUE BB 1% v Hey 7K 25 T 1IE % Xt
WRAH . AR ARSI L1 S 3 I I 283697 )5 , Hey 7K
T RETR(P<0.05),

2 HpEEAF

2.1 JEIRAEIA T -

JigryeE SR BE R - ( tumor necrosis factor, TNF-)
T BNIKASFERE AT plt it B v A S0 J5E | PN B R 2R
TLEYER I & 24 TNF-o A2 il ik — 8 B2 i ]
LR LA DA R 20 L, A PN B R LR R, AL
P4 i3 2. TNF-oo 38 BE T ] il 2 98 15 &= 19 3R
I I ELA BB P A 2 e X
2T S B TNF-oc 7K S 38 185 F) S R 000 B4 2%
AW R, H TNF-o0 5 5 ko 7248 7™ 81 F B 5t 1F
I

WA S BT b e K 45 A A IR
A (55 ) 1 TNF-a /K- 5 25 8 T AR R HGIE
(35 f5]) (P <0.05) , W X 8OEHE I R = (P <
0.05),
2.2 4N ER-6

H 442 -6 (interleukin-6 , IL-6) FEH H F
A 0 B W L, TR T 00 i A S P B
N, AL4E CRP (FIB 55, TL-6 2 9 5E 40 il 731k
PR 328 1 PR, 2 O Y R 4 M Oy A R R
8, AT LA 8 85 B 43 R HC At 4 B R Y 3Rk
T e O A

WA S B AV T bk 4 A P BIE SR
(55 Bi) TL-6 7K T AR BRBHIE L & (35 1)) (P >
0.05),
2.3 [N R-18

FIANAE A 3R -18 1T A 3 S AE 252 M) 585 1 3 e
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ESE M, R MBS TL-12 PrlRI/E 5 T 40
P ETINR, B B 4R, 5 ) TP
BI7 L, BN S 2 O IS SR T Ak ST
"o Furtado % 4t TL-18 UM 4B T C
J AR IL-6 SEAEGE R SRE F 1

PR I 4200 SR 0 O 3R B RN B Al 3
1) X S AR 20 ok s A S L 0 JUE A 1 5 g e %
PWBHUE IR T 5, M3 A IL-18 KSF B B A (P <
0.05),
2.4 LG E

4 J& 85 A ¥ ( matrix metalloproteinases,,
MMPs ) J&— 41 5 [ fift 20 i /1 I 5 43 ) Zn®* <
PERGS G , 7] ATE BT IR ST B A BT A 21 4 i 9 48
LT, Bk R e s SRR E ME I B R
— MMPs G H & MMP-2 Fl MMP9 76 /74
FEBEL R B EAE Sy A W 24 10 B B 38 IX 3 1
R VL

TR R IS O A 1L R MMP-9 7K
e BEOE 0 B (20 f91)) (FARFRIRFGIE (20 1)) R EEO
JKIE (20 1) B8 H. 45 E (20 1) fR YK 35 T s (P
<0.05) o $& 7R B B 45 UF B e bk B e A e 1k
28 O NEH 2 S Ay 8, AR O A A R ]
REPERR, BUR 220 W2 655" 1 & B O g S
EERE (76 4)) 1A MMP-9 7K SEBH I8 & F 1E 5 X6 IR
FARRIFGIE (44 1)) £ 35
2.5 Az gInEE

A% 40 M #4167 -1 ( monocyte chemoattractant
protein-1, MCP-1) 25T AS g Bl F p BA%/ i 1
AR AS b B A R AR Y A AR WA 0l A
T8 LA e 5 58 RN i Ak . MCP-1 34 B A i 2k i 41 21
PR FIIE A 20 A EAL -, 5 | I A T2 B At 2
TELIAL . MCP-1 I8 2 JEBEH i AR

MO 15 4 R RS Ui RS L A5 UE (20 f41]) £ 5
it MCP-1 K W o FHABIE . Sk
5 BRI 4 . AR 7 T D e
ST A S0 B (49 ), 3
MCP-1 F545 I 5k ek
2.6 FEAI AN T

W 21 i 4E 9% il % R T ( macrophage colony
stimulating factor, M-CSF ) 2 7F 48 4E e b H #5455 N
B MR —Fh Z IRE W R PR A K W+, &
AT A i AE A0 23 T A% B W A i, O 4 A
R/ B0 M A IS5 L Ak, R R L

YRR TIRE , J2& 20 BN 1) B AR ) . M-CSF FiI
ox-LDL 7£ fi i . Wit 240 it fig ot AR 52 07 1y L e ) 2
ox-LDL B8 17 5 1M % PN 2 40 i Fn SMC %5 R 3k M-
CSF,M-CSF S 332k AR I S 8 R 52 (R i 6k, it
— B AS B

P Y 202728 SR TR B e BT L P8 3 1 )3
Wt | JEL B 30 2 7 I A 4% T i) ke e TR 3 Jbk ok R
B Ak PO JIES95 5 B =5 ] e 958 I BELTIE Y 7 ) LT
i M-CSF 7K B I B A1

3 REHAEERST

3.1 2R -1

048 PN B2 A2 45, A ) 26 B 531 (intercellu-
arAdhesion molecule-1,ICAM-1) IR, 877 (244
JL R 66 B K 2 N B i A% (AR AZ AL R 32
VIR P 1 4 LR B 30 0t A P R R AR P K i
M8 D) RERRAS, i ICAM-1 S 555y R kit — 2
B, T SO 51 R A A AR, TP R 3R A Y
R B N 1 s S S N A DR RS BT 1B
AR HEBEH ) R BE . TCAM-1 348 1] 4 3 94k £ 441
LSRR A P AL, AL R HE AS 118 M R E i
Y ICAM-1 ekt nl Vel 0o 0 5 0132 W i 43
TR,

SRS e B Lo BT (30 1)) L B IE
(30 f5i]) 3 ICAM-1 i3 7K BBk (32 ) iR
HWEAE(P<0.05),
3.2 bl 40 5o kb 40 FLik

AL R 40 5 4 4k T R 40 fit /& ( CD40/
CDAOL) I VZAAAE T 55 2 Jok o5 A Rl Ak AH DG 19 25 Fh 4
JiL, 40 PN B 40 T 5 40 RSP 9 JUL 200 L 45 O S 44
MR 43 I, 78 IE s bk 44U p A ik, CD40/
CD4OL %558 i 15 5 — R 5 5 ) ik o 1 i Ak & A=
A ORI RIE A BT, U s B 4 A IR R T 4
JEE AR, 25 2 3 kol HE R AL BE R & A R R
FE R0 A i B, Bl A R 23X — ARAE TR 1) O HE A
7o T2 Y] LI W CD40/CDAOL {55 R 4E,
HIE 2 ) o ol R A 14y HE AR IR S KSR AE B

B I 2527 BF 53 % B CDA0/CDAOL 5 #5981
SEAERUEUE R ELAT 2 A O O R AT B AR
CD40/CD40L ik (P <0.05) . 44" SR O
TIRIT 52 B0 5 FF 500 o0 Jik B B 9% . 45 A A
WERR IR YT R A E 40 o /N Al B ) CD40 K
CD4OL P4 K 140 8 5 1l /N 24 ) CD40 . CD40L, 1,
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WA W Ve 25 S, 4 DU 2 7T RE 2 Gl A B AR
CD40/CD40L 335 52 PLT-WBC A H ) b . 3E
RS , T A 45 L0l % L 28 B 1E 50 ok ot A At £
HEREIVER

3.3 PHEFERS PESEREANAL

/B AR JE R TE P ik £ R (P-sclectin,
PS) RIBHIIN . PS S )3 B RAE S I HEHF R AT IR
EZR ST, 5 P PR B K 1 (P-selectin
glycoprotein ligand-1, PSGL-1) 25 & A ¥ 5 i, PS/
PSGL-1 ] 4G Hh P 48 - 1 /N L o Pk 40 - P
J 2 A5 240 L ) S5 7 5 95 A I /NS AR A I AR T
Z 5N B AT RS RE BT . PS-
GL-1 I AT LAFE T HEAME 5, S 2 10 40 B 1% Ak O fel
Fase B .

WA R BIRE 05 & 1 35 3 Ik ks R A AL
PR H AR 4 1 PS (PSGL-1 /KB & & F3E
PR HFHAEAE (P <0.01) , H 337 B 5l vy T4t e of it
H(P<0.01),

4 PEEH

B ApoA- | Fl ol -AT 2 E & Ns & M+
TS By, B — PR B . ApoA- T A2
— R 5L TR A G f ) B AR 2 A 3 5 NF-«B/
IkB {5530 FEAE T 9 1 B2 1) 24N BT 1 & #5 9e
RARFE L ol -AT BAETE T A P
{141 2, FA TN 1) 4 =2 — , AT A0 ] B T R A AR
NMRZH 260 37 B A U Tl B IR 1 Sk ARE R 7 1Y)
PRl ol -AT 1€ 2k 9 0E N 3 F ] LAKG i 2
~3 A5

i A2 e B T 0 5 AN R O TR S
RELUE (12 5] ) FIARE I8 IE (22 5] ) 835 1) ApoA- |

R HRIK B BAR T X IRZH (P <0.05) , X
IR R 8 558 L BHAIE J 3 19 ] -AT 8 ik K
SF-BH $ i A X R AL (P <0.05) .

5 NG

T SO, R IR L E 13 D RIEFERR S
L3R I S 3 P O A -4 = I LS
R .6 4B K F ( TNF-o, IL-6 , [L-18 . MMPS |
MCP-1 M-CSF) 3 4~ %% 40 i i 43 7 ( CD4 \CDA4L ,
PS\PSL ICAM-1) F1 2 M 1 (ApoA- [ al-AT)

MAEL N C 4 5 ] B 2 e iR A e o0
RIS R R, STk B s B R, XA HE A

WA R R . C RV EE F R AR S I RAE
B BB A8 bR 2 — 5 () A R e — Rl B R I
5, 0 LA N B AR FTJAE ] 1o b o KAEIFSE
TE RS . 250 S8 2 i R 3 A PR K 3
T HA R 7Y £ 5 5 U5 B R L 45 I B AN SR E
TR P, SR K R B —E B BE iR B

Sl AR RE AL I i e O Y R, ok
A RSN B R G A v A LT RS L
BF GEIRAL, EF 4RI R B RS — R B . DL
TEARA 3 S i B, 4 MCP-1 520 B g%/ B
WAL R N A IR AL, ICAM-1 55 P4 K2 32 45 4
O, HBJE TR R AR s MMPs 1] L) i fige 21 4 1iE P 200 i
FLJT, M BEBR A R e vk, IL-18 5 B B A s A
KPR TR R AR PS B /MR LA C
A WTEARZS 5 S Kok R RE A A 7, 49 4 MCP-1
CD40 %%,

1L-6 J2-5 5 U A 5% 19 22 ML A, (EL SR 2 7
IL-6 FEBRE B 451 8 5 1 K F R B3 & T A
R X AT BE S P O BIF TSR A B R A R Y
TELUR BIBTFE AR, Al LA AR AR, 2 — 2P Bk

PA_E R0 45 b Bt 5 it e\ — AR B AEFHIE—
PRUE/ PR UE— P H A5 UEH T (ApoA-1 B AR
T TR T o P B 5 L 45 U 5 FG At U Y 5 5 4R A i
FREKR,
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