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HE B . 2MIRER IR (SICM) 89 S B &, 7 ik 35210 PR Fm B FH TN BRI RERT
& % SICM %% SICM 28.(45 4] ) A= SICM 20 (165 4#1) , Ybdx 2 40 & %69 — A fobh &M & 30 5 0% M 4 B3 4% (A-
PACHE I1) 3% 5 R IR A5 A0 £ P BB 24 %38 (SOFA) 4 fik FIAFARG T £ F, BA % A% Logistic
IR S MR AR BB KL SICM 9 4k L Ae B &, R 2 A B B TS £ 5%, 4R SICM A &40 T3+
# AR IR B )R S ) B e s 7k Yo AR B % T 4E SICM 28.( 3% P <0.05) ,2 ZLHE 3 b ] 4k E 35 4L ( BMI) | B 3
BRAE A BT P T B B R R R B R R LB LR 2 A4 ESL (39 P>0.05), SICM 849 APACHE IT #F 4,
SOFA i %, fo & 45 % R (PCT) . &A% 6(IL-6) s WLALAS & & (¢Tnl) N K 3% B A fizi44 A AT 4k ( NT-proBNP) 7K
B K EFF R BRIl 2 & F4E SICM 28(34 P <0.05), 2 288 % f ILEF(SCr) | fo /5 (PLT) . & @@ A (WBC) .C
B_R % & (CRP) (SLBA K A B ik 2 B RE %A 6 77 (CRRT) Ao iy s )bl Yo 45| 2 F A% FEL (3 P>0.05), %
B % Logistic B3 547 27 , F# &S 9H A& f i IL-6., cTnl, NT-proBNP /K52 f &% % & % & SICM #4 3% 5 & e
H# (3 P<0.05), SICM £84=3F SICM 48 %% 28 d J& 5 5 ) A 42.22% (19/45) F» 27.27% (45/165) ,SICM 48 %
F#95t= R e 2% T4 SICM 288 %[ HR = 1. 834,95% CI(1.022,3.437) ,P =0.023 ], % F# B ymh Ao ik
IL-6 .¢Tnl NT-proBNP 7K-F 52 Bk 7 % 4 & 4 SICM #9%% 5 & B & ,SICM B 495t = RIe# 2 5 T 3k SICM &4 |
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Analysis of risk factors of sepsis-induced cardiomyopathy JIA Yi-na-er, DONG Yan, YANG Li-xin*. The Third Clinical
Medical College of Xinjiang Medical University Affiliated Cancer Hospital, Urumqi 830011 , China

Abstract Objective: To analyze the risk factors of sepsis-induced cardiomyopathy (SICM). Methods: 210 patients
with sepsis who came to hospital for diagnosis were prospectively analyzed, and they were divided into SICM group (45 ca-
ses) and non-SICM group (165 cases) according to whether SICM occurred. The general data, acute physiology and chronic
health assessment (APACHE IT) score, sequential organ failure assessment (SOFA) , hematological indices and treatment
differences were compared between the two groups. Multivariate logistic regression model was used to analyze the independent
risk factors for SICM in sepsis patients and to compare the difference in prognosis between SICM patients and non-SICM pa-
tients. Results: The average age, and the proportions of diabetes mellitus, hypertension, heart failure and coronary heart dis-
ease in SICM group were significantly increased as compared with those in non-SICM group ( all P <0.05). There were no
significant differences in sex ratio, body mass index (BMI) , infection site, proportions of chronic obstructive pulmonary dis-
ease and chronic kidney disease between the two groups ( all P >0.05). APACHE II score, SOFA score, serum PCT, IL-
6, cTnl, NT-proBNP levels and the proportion of large amount of pressor drugs use in SICM group were significantly higher
than those in non-SICM group ( all P <0.05). There were no significant differences in SCr, PLT, WBC, CRP, lactic acid
level, CRRT and blood transfusion ratio between the two groups ( all P > 0.05). Multivariate logistic regression analysis
showed that age, coronary heart disease and serum levels of 11.-6, ¢Tnl, NT-proBNP were independent risk factors for SICM
in sepsis patients ( all P < 0.05). The 28-day mortality rate of SICM group and non-SICM group patients was respectively
42.22% (19/45) and 27.27% (45/165). The risk of death in SICM group patients was significantly greater than that in
non-SICM group patients [ HR =1. 834, 95% CI(1.022, 3.437), P =0.023]. Conclusion; Age, coronary heart disease
and serum IL-6, c¢Tnl, NT-proBNP levels were independent risk factors for SICM in sepsis patients, and the risk of death in
SICM patients was significantly greater than that in non-SICM patients.
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JHRBERE 2™ B 1) 42 B RAE SN 25 B A, T8 H R
IR —A~ 5% 2 A48 B DB A ( multiple organ dys-
function syndrome , MODS ) , .U JIlE 2 e 75 5iF B¢ 7 B M
MRS E I BR[O T RE B A, 5 350m
Wl 12720l MEEEAE O L (sepsis-induced car-
diomyopathy ,SICM ) 2 Jife B i AH 5.0 FE 433 47 Ay 32 22
A BRI O LS T T B B Lz
RS2 MR HE R AR A0 f 6 DY 3R i AN o BB . A SO b
210 il BEAE SR SICM & A IS MR N 3%

BRERHE

— IR R 2017 4E 1 ~2018 4R 7 BT
st BE R 5 I DR 5 27 B B T g = B 1) ik 2 i
210 (55 110,22 100) , 4F#4 45 ~86 %, F-3
(65.51 £7.83) % WA= KA SICM 4324 SICM
41(45 ) FdE SCIM 41 (165 61) . 4H Abmife . DFF
A CH ™ R R RE /i FE M AR TR T 1R Y (2014
J) ) MR (IS WEhs i s Q28 S Lo B PR i 12
FEAEL WUKLAR T R B QTR 1 18 ~ 80 % [, —
MRS 4, HEBRARE : OB I 2t w2t
WKERGAE ; QFFAE™ B0 U B2 s OBIZ T v H
JEINHIZ59

ik B THURY RIEE TN AIER T E
B SCHE BN ARG N AT PR Y A
LA RACIE YT ( continuous renal replacement thera-
py, CRRT) %%, LUEE 2 2 [0 i) — R BORE 2k AR
P52 Pk fdt B F A (acute physiology and chronic
health evaluation, APACHE 11) 3¥-43 )3 53 MEEEAEAH G
e B RE =il ( sequential organ failure assess-
ment,SOFA) 4>, APACHE II ¥4 . SOFA 34343
(BT o ™ B, TR SR B2 O I EERE DR T 4R
PUAEZIGYT HI A G K LA, SR DxH800 1 2 /g
BT S iR £ 57 ( 3¢ [ Beckman-coulter ) 1 %€ 1L
140 T 0 (WBC) i/ Bz i £ (PLT) 5 >R
AU5800 4 H 3l A= 4k 43 it A% Bz H AR B 1t 5] (36 1=
Beckman-coulter) ll %2 MLiE C Sz W & [ ( C-reactive
protein, CRP) | F% %5 % Jii ( procalcitonin, PCT) | Ifil AL
fif ( serum creatinine, SCr) N A ¥ B 7Y i £ JIK 5ij 14
( N-terminal pro-brain natriuretic peptide precursor,
NT-proBNP) FL.0 IUILES & 1 1( cardiac troponin 1,
cTnl) FLERACY- o SR IR S5 WA o v A D00 15 4
(3%[3[ Thermo Fisher Scientific) F1 AMR-100 ESERS|
TR 73 AT AR (T B ) Al N 1 A 2R 6 (interleu-
kin, IL-6) /K-, NHZ K Logistic [A1IHAL R 43 H7
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St A R SPSS 23. 0 Gl iR, £F
FIES AR RTORILL (2 £5) 2R, A HEECK
FHBCXREA ¢ K50 s T HECRORER A 2080 (% ) £
A BCR T X R W FHZ [ &K Logistic [F]IH £
AT 16 56 IR & , Kaplan-Meier e 22 4 A A i £k s
Log-rank #5631 3 XU Eb ( hazardratio ,HR) , VA P <
0.05 HZEFAGI#E X,

& R

— A FA SICM ZH [ 3 1 - AR08 E PRI |
PRI o0 g 3 B RS 0 9 48 B R v R SICM
H(F¥ P <0.05),2 45 1Ak 45 L (body
mass index, BMI) JE&YLHRA LA K 12 44 BH 214 il 5 s
( chronic obstructive pulmonary disease, COPD) & £
B LB L, 25 S G2 L (¥ P >0.05) , I
1,

& R FAE  SICM 20 APACHE 11 ¥F43 . SOFA ¥
43, I35 PCT IL-6 . cTnl  NT-proBNP 7K LA B K
T4 25 0 FH b9 B B v T AE SICM 4l (B P o<
0.05) ,2 4 HEF I SCr PLT \WBC .CRP FLEZ /K F
LK CRRT Fi¥iifn b ) L%, 25 S5 o822 L (¥
P>0.05), 52,

ME BH & & SICM 69 % A& 2 Logistic
[F1E 50 AT B, A 5600 A S I i 10-6 ¢ Tl |
NT-proBNP 7K Vi M B¢ i 8 35 A& 2E SICM 1yt 57 fe
BRI (# P <0.05), L% 3,

BTG PAWETE 210 B BEAE £ 28d
AET= 64 1, Hidr SICM ZH A1 SICM 4H 5 3% 28d
AL H A3 Wk 42, 22% (19/45) Fl 27. 27% (45/
165) ,SICM 418 BIFET XU B I /= Tl SICM 41
BHE[HR =1.834,95% CI(1.022,3.437),P =
0.023], WLIKI 1;3F SICM 41 3500 45 A DG BT 25
B AR ML A IEFET S 20 1], SICM 41 H 300 I 45 A
KHET 5 B AR O M A FH I IET 14 7], 4 SICM 41
EE T T LA A FE O |, SICM 2 £ 4 FE 1A
MPAEC AR =, W3R 4,

Wit
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k1 2ARFH—HH
R PR [ 4] (% ) ] ]

48 7 1) (%) 3 = BMI(kg/m?)
3k SICM 41 165 64.35+7.17 86(52.12) 79(47.88) 23.83 +2.81
SICM 41 45 67.64 +8.31°" 24(53.33) 21(46.67) 24.69 3. 12

28 3 #l ., —— - %%%Miwd(%)]‘ ; - =

iR i ik JRE HALE PR AR 22 R 4R £k
3 SICM 41 165 66(40.00) 35(21.21) 18(10.91) 13(7.88) 12(7.27) 21(12.73)
SICM 21 45 17(37.78) 8(17.78) 6(13.33) 5(11.11) 6(13.33) 3(6.67)

sl » ‘ KRR (%) ] .

W SRS COPD Qe Fii A2 5T % o R NGB 2 VAN
3k SICM 41 165 12(7.27) 9(5.45) 8(4.85) 11(6.67) 14(8.48)  14(8.48)  22(13.33)
SICM 28 45 6(13.33) " 4(8.89) 2(4.44) 4(8.89)  6(13.33)" 15(33.33)° 21(46.67)°

7E:549E SICM 23k, * P <0.05
k2 2HEHERIR LR
m ) APACHE 11 3% SOFA 325  XZHEH A CRRT iy .
() (o) [#1(%)] [#1(%)] [#1(%)]
3k SICM 41 165 24.95+2.79 12.03 £3.05 25(15.15) 33(20.00) 12(7.27)
SICM 28 45 27.01 +3.16" 13.92+3.29° 16(35.56) * 9(20.00) 4(8.89)
3 . SCr PLT W Bgc CRP PCT
(mmol/L) ( x10°/L) ( x10°/L) (mg/L) (ng/mL)
3E SICM 41 165 125.06 £40.17  155.19 +45.31 13.56 +3.18 192.33 +90. 81 10.39 £4.69
SICM 41 45 131.31 +43.09  162.33 +57.53 14.12 £4.29 210.07 £99.31 12.96 +5.31°
48 %) 5 IL-6 cTnl NT-proBNP FLEg
(pg/mL) (ng/L) (pg/mL) (mg/dL)
3k SICM 41 165 146.35 +36. 17 0.13 +0.08 381.32 +136. 81 2.98 +1.54
SICM 21 45 211.19 +41.06* 0.31+0.11°* 501.22 +145.29* 3.53+2.38

7E: 54k SICM 2R 3b45, * P <0.05

®3 IRFEEA K SICM 0 % F & A7

95% EAZR A

AR B AR Wald P OR T T
RS 0.117 0.053 4.910 0.027 1.124 1.014 1.247
AN 3.176 1.055 9.061 0.003 23.958 3.029 89.510
IL-6 0.041 0.013 9.504 0.002 1.041 1.015 1. 069
c¢Tnl 32.762 8.361 15.353 0.000 169.210 12.927 1225.347
NT-proBNP 0.015 0.005 8.067 0.005 1.015 1.005 1.025

il SICM 835 B H RGP 845 (PCT) LA KL Ak
] A E N F (1L-6) 7K F-BH S TH 5, s e 25 1)
1001 JEYLRFIE R B RS e w . Hodr, PCT 23 R W4

E 804 KRR, 7T DLz i 4 B 98 0 F2 N 9 1 BRAR | 38

% AR Ry AV R N ) s PCT 138 5k B 78 i 15 B

e —— sTOM41 S B2, LT 0 WL S A S 7 % 4

207  {ESTCMA] 405 A B VR SR T CRP 45 oAt 5 BB e
0 - - : . Febr- ., IL-6 EA I T F1 B WM S
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k4 LARENREM (%) ]
w31 5 W AR 5K SE T 3F o AR K BT
| S A R £ 3 AR 76 Bk o K25 #E
JE SICM 42 45 12(26.67) 8(17.78) 5(11.11) 16(35.56) 2(4.44) 2(4.44) 0(0.00)
SICM 41 19 3(15.79) 2(10.53) 0(0.00) 11(57.89) 1(5.26) 1(5.26) 1(5.26)
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