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Predictive value of Cox—2 and Salusin—a in the risk stratification

of acute coronary syndrome
He Dong,Li Lihua
(Department of Cardiovasology ,The First Affiliated Hospital of Chongging Medical University)

[ Abstract JObjective . To explore the inflammatory factor of Cox—2 and lipid factor of Salusin—a’ s predictive value in the risk stratifi—
cation of acute coronary syndrome (ACS) and the correlation among it’s main risk factors. Methods ;One hundred and ten patients
underwent coronary angiography (CAG) were divided into three groups:ACS group(n=61),stable angina pectoris(SAP) group(n=19)
and control group(n=30) who had negative results in CAG according to their medical histories and CAG resulis. ACS group (n=61)
was subdivided into acute myocardial infarction(AMI) group and unstable angina pectoris(UAP) group. ACS group was also divided
into different groups based on the Gensini scoring system.Plasma levels of Cox-2 and Salusin—a were measured by ELISA. Results .
Plasma levels of Cox—2 and high sensitivity—C reactive protein(hs—CRP) were significantly higher in ACS group than in SAP group
and control group((16.39 +3.64) ng/ml vs. (13.79 £ 1.76) ng/ml and (13.38 £ 1.98) ng/ml, P=0.001,P=0.000; ((5.61 £ 6.77) mg/L
vs. (1.50 £ 1.48) and (1.35 = 1.49) mg/I., P=0.003,P=0.000). Plasma levels of Cox—2 and hs—CRP were significantly higher in AMI
group than in UAP group ((18.88 £3.97) ng/ml vs. (15.09 +2.70) ng/ml,P=0.028; (9.05 £7.92) mg/L. vs. (3.67 £5.18) mg/L.,P=
0.002). Though Salusin—a level was lower in ACS group and SAP group than in control group((0.13 +0.07) ng/ml and (0.11 +0.04)
ng/ml vs. (0.18 £ 0.08) ng/ml,P=0.003,P=0.001),it was not significantly different between ACS group and SAP group. Conclusions ;
Inflammatory factor of Cox—2 and hs—CRP have predictive value in the risk stratification of ACS. Lipid factor of Salisin—a is associat—
ed with coronary heart disease,but could not necessarily reflect the severity of the disease.
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Ifl. Cox=2 .Salusin—a /K7 Gensini F243 =30 7341 5<30
IR 2 S G X (1=-0.92, P=0.35,1=0.67,P=0.51) ,
k4,

F1 SHBEEXRIGKARLLER (x+5)

Tab.1 Comparison on basic clinical data among three groups (x = )

e PRI AEE SBP DBP
(mmHg )

251

(n) Bk (%) (mmHg )

FPG TC TG HDL LDL
(‘mmol/L ) (mmol/LL)  (mmol/L)  (mmol/L)  (mmol/L)

ACS#L 61 47/14°  66.62+9.18  146.11+19.77 84751131 6.18+1.87 423079 145x0.69 1.17+0.28 2.47=0.66

SAPAL 19 11/8 6458619 144.63+19.37 8137=11.51 577+1.16 451075 1.39+0.60 134043 2.63=0.75

ControlZl 30  11/19  6330+824 148.17+1943 83.50+9.34 540097 447+102 142:071 130£032 2.65+0.94
FAENE 14.18 1.63 0.20 0.72 2.64 1.20 0.04 3.02 0.74
PAi 0.000 0.190 0.810 0.480 0.070 0.300 0.960 0.050 0.470

1 :a,ACS 2H 5 Control 41 b4 ; P=0.000
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* 2 34HEMIE Cox—2.Salusin-a & hs—CRP K FELb B (x +5)
Tab.2 Comparison on plasma levels of Cox-2, Salusin—a and

hs—-CRP among three groups (x s )

151%5% Cox-2 Hs-CRP Salusin—a
205
(n) (ng/ml) (mg/L) (ng/ml)
ACS4H 61 16.39 + 3.64* 5.61 £6.77" 0.13 £0.07°
SAPAL 19 13.79 = 1.76" 1.50 + 1.48" 0.11 + 0.04¢
Control4] 30 13.38 +1.98 1.35+1.49 0.18 +0.08
F18 12.35 9.02 6.77
PAE 0.000 0.000 0.002

H:a,ACS 415 Control 41 H%Z, Cox=2 .hs—CRP Salusin—a [ P {E{K
A 0.000.,0.000.,0.003;h, ACS 2055 SAP 4 L 44 , Cox—2 .hs—CRPFY
PAEAKY A 0.001.,0.003;5¢,SAP 2H -5 Control £H HL#4, Salusin-a ff) P
{4 0.001

* 3 ACSFAIM% Cox—2.hs—CRP KFELLE (x +5)
Tab.3 Comparison on plasma levels of Cox—2 and hs—CRP
between ACS subgroups( x s )

ZH 5 Bl (n)  Cox-2(ng/ml) hs—CRP ( mg/L )

AMIZ] 21 18.88 +3.97° 9.05 +7.92°
UAP4] 40 15.09 +2.70 3.67+5.18
tfE 4.42 -3.20
P 0.028 0.002

% 4 Gensini’ s score REZHIEMIZ Cox-2 K
Salusin-a K FLEE (x +5)
Tab.4 Comparison on plasma levels of Cox-2 and Salusin-a
between different Gensini’ s score groups( x +s )
ZH 5 1% (n)  Cox—2(ng/ml)  Salusin-a ( ng/ml)

<304y 36 16.08 3.15 0.14 +0.07

=304 24 16.97 £4.32 0.13 +0.07
{8 0.92 0.67
PiE 0.35 0.51

2.5 ACS 4 E % 4504 e B & 4108 Hdk
ACS BE PN FEAEMERH S 2 ERER K RA

[E] ) hs—CRPCox-2 /K FIfJCHH i G i34 25 5 (1=-0.96, P=
0.05;:=0.37,P=091), W35,

*5 ACSAFERENEKERABMIELE (x+s)

Tab.5 Comparison on main risk factors between

ACS groups(x=s)
25 Hi%¥(n) Cox=2(ng/ml) Hs—CRP(mg/L)

A FREMNEA 29 16.05 +3.75 6.66 +7.83

A FEERERA 21 16.45 £3.78 4.70 £ 6.04
1l -0.96 0.37
P 0.05 0.91
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