<12 - PJCCPVD  July 2016, Vol, 24 No.7 http: //www. syxnf. net

- itE -
MRATEET o 5K ERE & ERETUE X RH5

J LI, HigrA, WMELAE

(HZE] B# FIIEAERET o (TNF-o) S2MHEIKEGAIE (ACS) BEBGMRRAIIL. FiE EH
2014 4F 4 J—2015 4 1 JIpimdE B /R AR XN REBOA 1 ACS B35 371 ], FRBEVI45 3 73 0 48 2 s 1R 41 55
] 50 R 316 i WCERITAT BB IR TR, J0r ACS [ A0 VS 28 i o PR RSB R I 3R S TNF-a X ACS (8 B
TR M E. &R MHBEFER. B OISR kAR, & E R AR SR M & A R IR TS
(BMID) , F4ifEitE (WBC) | Ifi/Miit# (PLT) | B5 8 A5 TR A B — SZARBHLAR I 62 fliT 2825
M B IR R AR MR R M R KR [ ZAA5H507) (ACE/ARB) IS, ZRELIFFEXL (P>0.05);
RS 2 R R S PR BRI A 2 I TNF-aK e T IRZE (P <0.05) , Z 2 logistic [0 194> b4k
WEIR, WS (OR=1.302, 95% CI (1.113, 4.843) ). Ik (OR =2.216, 95% CI (1.318, 5.192) ), TNF-«
(OR=1.645, 95% CI (1.203, 5.843)) J& ACS RH& KA O IMBELEEMMNEREZ (P<0.05), TNF-oFilll ACS &
FRAO ML G R 2 T A 0.769 (95% CI (0.714, 0.822) ), Hhy 27.9 ng/L N REGE N 76.36% , 5w
JEH 67.41% , ZWHEECH 43. 77, 851 TNF-oXf ACS [BH WS BA —E I HHE, WS BEIRM . TNF-ajg ACS
BE KA MAEL GEFRER R R .

[XgA] SUEEREGEAE: MRIRIER T o BlS

[FESES] R542.2 [ X@k4RIEFE] A DOI: 10.3969/j. issn. 1008 —5971. 2016. 07. 004

JASEHE, BELLAE, EOGEHE MOURIRSEIN T o 5 R kSR AR UG ORI [T]. SEATCo i il i A8 2%
A%, 2016, 24 (7): 12 -15. [ www. syxnf. net ]

ZHOU LY, LAT HM, DAI X Y. Relationship between tumor necrosis factor — alpha and prognosis of patients with acute
coronary syndrome [ J]. Practical Journal of Cardiac Cerebral Pneumal and Vascular Disease, 2016, 24 (7). 12 -15.

Relationship between Tumor Necrosis Factor — alpha and Prognosis of Patients with Acute Coronary Syndrome ZHOU Li
—vying, LAI Hong — mei, DAI Xiao - yan. Department of Cardiovascular Medicine, the People's Hospital of Xinjiang Uygur
Autonomous Region, Urumgqi 830001, China
Corresponding author: DAI Xiao - yan, Department of Cardiovascular Medicine, the People' s Hospital of Xinjiang Uygur
Autonomous Region, Urumgqi 830001, China; E-mail. xjdaixiaoyan@ 126. com

[ Abstract]  Objective To investigate the relationship between tumor necrosis factor — alpha ( TNF-o) and prognosis
of patients with acute coronary syndrome (ACS). Methods A total of 371 patients with ACS were selected in the People’s
Hospital of Xinjiang Uygur Autonomous Region from April 2014 to January 2015, and they were divided into A group
(complicated with cardiovascular endpoint events, n=55) and B group (did not complicated with cardiovascular with endpoint
events, n=316) according to the follow — up results. Clinical data was collected, risk factors of cardiovascular endpoint events
and predictive value of TNF-a on prognosis of patients with ACS were analyzed. Results No statistically significant differences
of age, male proportion, incidence of myocardial infarction, hypertension or hyperlipidaemia, BMI, WBC, PLT, utilization
rates of calcium channel blocker, beta —blocker, statins or ACEI/ARB was found between the two groups (P >0.05) ; positive
rate of smoking history, incidence of diabetes and serum TNF-a of A group were statistically significantly higher than those of B
group (P <0.05). Multivariate logistic regression analysis showed that, smoking history [ OR =1.302, 95% CI (1.113,
4.843) ), diabetes [OR=2.216, 95% CI (1.318, 5.192)]) and TNF-a [(OR =1.645, 95% CI (1.203, 5.843)] were
risk factors of cardiovascular endpoint events in patients with ACS (P <0.05). The AUC of TNF-a in predicting prognosis of
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patients with ACS was 0.769 (95% CI (0.714, 0.822)), when it was 27.9 ng/L, the sensitivity was 76.36% , the

specificity was 67.41% ,

the diagnosis index was 43.77. Conclusion

TNF-a has certain predictive value on prognosis of

patients with ACS, smoking history, diabetes and TNF-q are risk factors of cardiovascular endpoint events in patients with ACS.
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Table 2  Multivariate logistic regression analysis on influencing factors of

cardiovascular endpoint events in patients with ACS

At B SE Wald g df P OR(95% CI)
WAms 0.264  0.407 4,781 1 0,021 1.302(1.113,4.843)
PR 0.79  0.023 6.388 1 0.011  2.216(1.318,5.192)
TNF-a  0.498  0.567 1.675 I <0.001  1.645(1.203,5.843)

2.3 TUUMME 2% ROC HiZk B, TNF-o il ACS
BB A LA A R R R i 2R TR 0,769

PJCCPVD  July 2016, Vol, 24 No.7

http: //www. syxnf. net

(95%CI (0.714, 0.822)), % 27.9 ng/L i} 5 i Ji
H76.36% , FeREEN67.41% , ZWits B 43.77, UL
1,

1007
304

504

REE

40+

204

0 T T T T 1
0 20 40 60 30 100

- RE (%)
I TNF-aFiil ACS B35 K AEC M4 S 1 ROC 2R
Figure 1

ROC curve for TNF-a in predicting the incidence of
cardiovascular endpoint events in patients with ACS
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Table 1 Univariate analysis on influencing factors of cardiovascular endpoint events in patients with ACS
25 5] % 7413%'\ Bk R AR w2 L JIUFESE WE RO 1R IR 1 B MR
(v =s5,%) (n(%)] (n(%)) (n(%)] (n(%)) (n(%)) (n(%))
X 2 316 59.6+10.3 212(67.1) 86(27.2) 125(39.6) 87(27.5) 145(45.9) 83(26.3)
OIASHEM4 55 58.8x11.2 34(61.8) 23(41.8) 18(32.7) 25(45.5) 32(58.2) 19(34.5)
() 0.432° 0.675 5. 687 0.034 6.143 1.987 0.425
P4 0. 600 0. 445 0. 028 0. 859 0. 020 0. 092 0. 204
a5 (s, (e G EETHIN MBI LITXLH  ACEVARE  TNFa
ke/m?) x10°/1) < 10°/1) (n(%)) (n(%)) (n(%)]) (n(%)) (ng/L)
it HR 25.8+3.6 7.8+2.8  217.3£51.8  92(29.1) 68(21.5) 53(16.8) 103(32.6) 25.5+7.9
O IS =2 26.2£3.5 8.3+2.5 203.4 £56. 8 18(32.7) 15(27.3) 14(25.5) 21(38.2) 32.6+9.3
X () 0.531° 1. 652° 2. 145" 0. 789 0. 453 1.875 2.356 6.349
P { 0. 446 0.216 0.071 0. 589 0. 345 0. 063 0.418 <0.001
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