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Risk factors of hospital death in patients with acute kidney injury after total arch
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[Abstract] Objective: To analyze risk factors of hospital death in patients with postoperative acute kidney injury (AKI) after total
arch replacement and to provide a reference for the treatment of patients during hospitalization. Methods: We retrospectively analyzed
123 patients whom underwent total arch replacement and had postoperative AKI in the Guangzhou Military Hospital from March 2007
to March 2017. Among them, 23 patients died during hospitalization and were included in the death group, and the remaining 100
patients were discharged smoothly and were included in the survival group. Preoperative, intraoperative and postoperative data were
analyzed. After univariate analysis, the risk factors were analyzed by COX regression analysis. According to the AKI classification , the
survival rate was analyzed by Kaplan-Meier curves. Results: The average length of hospital stay was 37.89 days. The COX regression
analysis showed that preoperative creatinine (HR value: 1.013) , diabetes mellitus (HR value: 4.291) , re-operation for bleeding (HR
value:4.412) , postoperative hypoxemia (HR value: 5.634 ) were independent risk factors of hospital death in patients with postoperative
AKI after total arch replacement, the difference was statistically significant. Kaplan-Meier curve showed that AKI 3 patients had a
significant increase in mortality in comparing with AKI 1 patients(P < 0.05). Conclusion : Preoperative creatinine , diabetes mellitus, re
-operation for bleeding, and postoperative hypoxemia are independent risk factors for hospital death in patients with AKI after total
arch replacement, and the risk of death is higher in AKI 3 patients.
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Table 1 Preoperative data comparison of two groups of

total arch replacement patients

i H FET-4H yeanaatl PH
AEIR (%) 4822 +1023 4691 +8.12  0.509
PRI (B4, n) 19/4 84/16 1.000"
BMI (kg/m®) 2490+281  2524+3.10 0.368
WA () 11 48 0.988
BEIRIE (n) 3 5 0.169
LT (n) 13 47 0.410
S HLZEEIE () 2 8 1.000"
LVEF(%) 60.04+£7.16 61.99+6.54 0.208
stk 5 M (n) 5 8 0.067°
M S (n) 5 11 0.178"
WEHEEAR () 12 23 0.005
22FAR(0) 7 13 0.058"

ARETHLEF (wmol/L)  155.39 + 34.68 123.14 +32.96 <0.001
LVEF: 7205 585 a 5K Fisher S UIER

26.1%H16.0% ., AET- 1 IR ARG OHEAN 2 T
RS A, B 7 dJ5 KR GHRYT , APACHE
L343 A P AT AR T AR T4, RS DI REA
2 ARJEAREUNAE & A% PND & AR [ ARG 411y
FURTAET- 4, ZRA G E (P <0.05) , K5
TR WL 3,
2.5 ZRECOX®ESH

B R EE R P < 020 I HA A Z A
£ COX [B1H 3T, 45 HH AR S5 AR A8 AE A T JULIET
WEIRG . I TIF I 4 5 B R 5 O & AKL R
TR el R, 2R A5 EE X (P <
0.05,%4).
2.6 ) AKI %% Kaplan-Meier #1 2%, 5 #7

HR4E AKIN FRUEREITA AKL RS B B 2175
R HIAN M AKLEE B AEAF 2, AR
Log-rank K 3515 AKI 3 4% 5 AKI 1 9440 LLFE T 2 1]
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Table 2 Intraoperative data comparison of two groups of total arch replacement patients

Wi LT 21 ean| P1H
PRAMEERIF ] (min) 250.13 + 35.92 235.66 + 27.09 0.356
3= B BKBH A B 8] (min ) 137.13 £ 29.61 126.76 + 22.30 0.224
AV Dt 2 A 3 5 ] (min ) 32.69 = 8.28 29.05+7.18 0.035
A (C) 25.43 £0.95 25.45 £ 0.90 0.943
TARME] (min) 437.30 + 42.49 421.70 + 35.58 0.012
LIS AE>10 Un) 7 39 0.444
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Table 3 Postoperative data comparison of two groups of 30

TEEBIKRIZARG 1 K& AKTEH 1 14FE AL

total arch replacement patients

BiH STl AFE4l PME TOREREA AKLEBE R 25515 , ARhbhas g
—RIFH(n) 6 6 0010 T RIS LSS SRS, A
APACHE P4 (n) 272254992344 £532 0002 ypou ik T B g s e 06 08 oG AT
AL ) 9 A 00T ) A TR B IR S T B
ARRATOE B 5 B e R ORI X RN
RIGUEE AAIML(X10°4L)  1.95 +0.46 2.00 +0.44 0.613 PEPSILITIA ’ HEH AN o
PND(n) 7 6 0003 ARG AKTI A3 47.7%, AKUE
ST (n) 2 5 0.614* LT RN 18.7% , 1 AE AKI R H AL T-% N 8.1%,
BEEEARIATT (n) 12 34 0.151 AKI B LT B0 I 5 TIF AKT RS, B HIE
ECMO(n) | 0 0.187°  ToAHIRKUBS: R & 7l LI AKLER F 1A P L5 %

APACHE I : Z /5 B 548 M8 BEPES s PND Ak A ME M2 1 i
P03 ; ECMO - MBI %R s a2 SR ] Fisher B IR S

W B SR T TP A I e kB R 21.7%,
FIGH T Y 8%, #r B HEEAN RALT-4 i 52.2% , 17

BHE, EZRAS IR X (P=0.025) ,AKI 2 5
AKI 1(P=0.100) ,AKI 2 5 AKI 3 it (P=0.318) , 2%
SIGei2F R L, Kaplan-Meier {1 £ WLIE 1,

TG 2H 17 23% , 25 B HETEAS BLALHG A et ik | U 2
AR, Hrb g ki AN B 2 K R A2 WA
M K 75 5 T BOHAB I 8 T BEAS 4 B M 24 v 1 4L
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Table 4 Multivariate COX regression analysis

S| EVSEY PRifER KA HR{H 95%Cl Py
A JFREULAE 1.729 0.461 14.091 5.634 2.284~13.893 <0.001
AHi L 0.013 0.005 6.474 1.013 1.003~1.023 0.011
WEPR 1.456 0.704 4276 4291 1.079~17.063 0.039
oy ] 1.484 0.524 8.016 4.412 1.579~12.327 0.005

HR {8 : KU 1 595%C1: 95% BAE X 1],
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Analysis of different AKI classification survival
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BB — 2, B2 TR R RS MR BB
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T T ke PR 3 0 405 S A I ) AR ST BF -5 BL
F) 9 A R Bk 2 I R TICARE 28 Mk PR - I AR iy rh AR R
AT 334 37 v e 248 i LA B e 240 ot O LR Tl Pk
A0 ORI 7K e it 38501 i 1. A8 1 R P e 400 i
WAV, S T R TS PR BT RE , SR T i A
GRS, B TARAEUE A9 & A s AR R AEULAE

e BB B E AT BT I, K R AES519%1,
FH AR S HILAE IR ) O S, 35 B D E S 22 45 2
REREIE , MO TR 2 B FH ST R AW,
AU (19 R A 58 ) 48.8% , 1T AE T4 B J2: i 35
82.6%

Xu 8 POC T8 M 5 45 0 J8 & 1 2 4E ST T
JRURSE [T U5 0 A v, A ARSI ER TR, Bl PR D9 E
T ISZSE RN 2, ASBIFFE 2 I R e 4l R 5 2 A
Rl ARCHETASS , UM 1k 1™ 552 0 5 AR
173, Ruel AR F LA S T g 1k i 1978
RO HETF ARG ZUOT IAET AR e TR
UM 3, 26 5 A et = 3 3, ko8 Z 0Ot i
&N g M AR, EL M LT 2 T o, A B 8]
R FUER G XU Btz b T, 78 HAb A5 e s s
AT S i e IR T ARV R FE TR 1Y
BRATZARANEE

5 EBAR)E AKUR A RS IF K AKLBH I
TR R, B A T fE R DY 2R ] BE A BB
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