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Effects of acute myocardial infarction complicated with

nosocomial infection on the mortality rate
ZHAO Rui,YANG Rui
( Department of ICU ,the Ninth People’ s Hospital of Chongqing)
[ Abstract] Objective: To evaluate the effects of nosocomial infection on the prognosis of patients with acute myocardial infarction.
Methods : Totally 100 patients with acute myocardial infarction were randomly chosen and divided into the infected group (n =48) and
non-infected group (n =52). All patients were followed up for one year and were evaluated by survival analysis. Results ; The mortality

rate in the infected group was 24% while that in the non-infected group was 16% , with significant differences (P =0.001). Conclu-

ston ; The risk of death increases in acute myocardial infarction patients complicated with nosocomial infection.
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Tab.1 Basic characteristics of the infected group
and the non-infected group
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Tab.3 Comparison on the reperfusion methods between
the infected group and the non-infected group
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Fig.1 Survival curve of the infected group
and the non-infected group

3% i

AHFFEHRR AMI H 208 B 1 6] 9 % R e 3, i
2 S U BE TR A AR S e 1 v, WX T AMI fE:
5% 552 107 R T )5 5 P g ) 2 2

S AMI A P70 B — > T & I R b
PR , 2R e 5t PN R S B T - 08, £ 5 (1) 42E
K BRIE T, B AMI 35 B R 9 1 I D
EAUFEENS O EROL S A BRI ] 22 S T AE
A A PRI R AR 0 2 0 P | i A7 R
APEBRE fE B KA R A 6D, AMI B E W05
TR VI 22 550 i R , 3 T B 5 0 B8 5 BT B U
A 5, SR T 3 SR 5 B 1 4 5L 7 A 8 E A I
A5 AT RN I B A, S & TR O LR BE . AR
BFSE R AMI £5.35 BE 9 JRCge B O, 1 46 B 7 39 )
BTSSRk e 201 I 7 301 BE T 56 18 ol 1 Ji
DRI TT R S R B R I S SRR AR 36 . LB 5 4% b
SR fih & ) S8 S, 7 | 7B PAY B T BE RS, 5l Bk o
BEALRES AR FAE , PR R A X, A KT
FY 3 W 22 555 S S AR 7T L =R Sl ) 30 ik ke R R AL
FERR

AEIE A O LA S 5 S L e M LR L B JR
T o L 26 2 6 00 11 R B B P B 2
50% 1 £ 3 oK Sk T BE R AR O LA . fEABFSE
o, Sk BB DL L £ PR 26 7 R 4 5 AR R e 4L
[l , BT A B A T3, DR R B, S IE7E Bk
S RERE (L P rp iy T T A 0, B 2 A SR K
EOEIRFE . AT TS S 4 e, ) 2



ERERKZEFIR 2012 £5 37 £ 4 5 (Journal of Chongging Medical University 2012. Vol. 37 No. 4) — 373 —

RIS

DOI:10. 3969/j. issn. 0253-3626. 2012. 04. 024

VESLTE i AL 167 PR 27 e S8 2 3 5
ekt s S AE 12 B R 5 Br

WRE, MR
(GHALEETW SR - ARER S NEL, HE  443000)
(# =] A a9 WEIELENE I HFL ( Continuous blood purification, CBP) 7ERif IRIKRE IMLAE FIF £ 2 2% 1 Y1 BE L fitF £33 AiE ( Mul-
tiple organ dysfunction syndrome, MODS) £ 35 )l RT3 S X 4 AR R - 2 0, IR BT ASOR o o o - 12 BT R ik —
Wik 1.3 3E 17t ( Continuous venous-venous hemofihration, CVVH) f) JR IEEE IMAE A8 MODS (5 #F AW 4, LW BB 7 a o Ak A
IRAE , 2P A PR M (I 2 R4, AN, R, I B D RE A4 A P 9 SR B2 P F ( Tumor necrosis factor-a, TNF-
o) A ZE 1 (Interleulein-1,1L-1) . A 4E4 2% 8 (Interleulcin-8 ,1L-8) /KA A54k . 45 % . CVVH J&J7 5 1Y JR B 25 I AE Fir 2
MODS &% Hilfs R FR 51677 il He A B 3 00 , 4 B 7 TNF-o IL-1 . TL-8 (7K F- 57457 R A B B, 5 Sl Giit 24 75 X
(P<0.05), % :CVVH RENGE R AR FTE0 MODS (835 11l PREGAR , AR 40 M PR 7K OF, AT e — @ R B st IR i
B MMLAE T2 MODS R 1 Bl
[ R2IA] FFLEmi ik — K LIS s PRIKEE MUAE ; 22 WE AR D REREATL5 5 1E s 40 X 7

(FEEBSLEFES]RS [ XHkFRED] A (B H]2011-11-22

Continuous blood purification in the treatment of multiple organ dysfunction

syndrome induced by urinary sepsis:clinical analysis of 12 cases
HU Dajun ,LIU Yongbing
( Department of Nephrology ,the Second People’ s Hospital of Yichang)
[ Abstract] Objective: To observe the clinical efficacy of continuous blood purification( CBP) for multiple organ dysfunction syndrome
(MODS) induced by urinary sepsis and to discuss its effect on cytokines. Methods : Totally 12 patients with MODS induced by urinary

sepsis were treated by continuous venous-venous hemofiltration (CVVH). Vital signs, acute physiology and chronic health evaluation
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