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Abstract: Aortic dissection is a cardiovascular emergency with extremely high mortality. Acute kidney injury is a
common postoperative complication of aortic dissection that seriously affects both short — and long — term outcomes.
This review article summarizes recent advances in the understanding of the pathophysiology, risk factors, and prog-
nostic effect of acute kidney injury after aortic dissection surgery based on Stanford classification. We further pro-
vide an in — depth analysis of the key differences in epidemiological characteristics, dominant mechanisms and risk

factors of postoperative acute kidney injury between Stanford type A and type B dissections. aiming to provide pre-
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cise management strategies.
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FABERN TG . BPE Stanford 43 %1, BT+ Eshkig A
K2 )Z (type A aortic dissection, TAAD) 51X & K& £ 3)
ki) B e )2 (type B aortic dissection, TBAD) 7t J5 Bl &
fili . FATT M bk B B & WL AR AR R 2 R,
WAEMRZRE TR AR, SEXFRS ARG 2 TS
05 U R AIE e BILAE BRAN TS 22 SRR 2 2 T AR
PEBS I HEWS A E . BUR A AT TAAD 1 TBAD R J5 2k
B R, RS BIR R AR RS
AR, IR R G AT L 42 B TAAD 5 TBAD K5 &
PR B R IRATIE 2% . IO . R R R KB E =S, IF
BT AR A BORS ME AL S BEAE SR .
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L1 RERSEBRE

TAAD R J5 2 B4 k42 3% F TBAD. A SCHk
i, TAAD AR 2 M B 045 & 4 30 40% ~55% %, H
i 24 11 % 1) R 3 55 B IE {04 9T (renal replacement thera-
pys RRD™ 7, ifi TBAD RJ5 &tk B 1 {5 & 4 3 AR X A
N 15%~25%, 5% RRT EAL ki 3% ~5%™ , X 2% 5 U5
FFARIFXMWAT: TAAD & HFFBF AR, B 458 357
(cardiopulmonary bypass. CPB). % 5| & W IF #% & ¥ 1 A
A& B IR G ol A T 5 TBAD W 22 2% J1 M 3 3l Bk s 48
AR (thoracic endovascular aortic repair, TEVAR), F %
55X R 2 f5 AH OC . LA BRI AR O¢ 2tk B M (contrast —
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associated acute kidney injury, CA— AKD 317,

MW= EREEER . TAAD RG2S mE Xk, RH
WU, 5. B, SR AR (risk, in-
jury, failure, loss, end stage kidney disease, RIFLE) #gx ifi
TSR TF R R . TAAD RJGEE] “HHH1” (Failure) #J
AEE MG REF LG (4 17%) & T TBAD (£ 8%)°1,
XU RES TAAD B #H AR H A IF LRSS, REKEM
OoHEIM 45 4 fFE (low cardiac output syndrome, LCOS)
— A R B O dp ot A T
1.2 w2z R

Wu 208 7 T g4 A 62 i) TAAD F % 1% RiT BE 4 B 51 BF
SR TAAD ARG 2 BEH R AEE, BEARE 24~
48 h Py M B I LA S . T BH T 46 %k (renal resistive
index. RRD "J/EJ TAAD AR J5 2o 5 85 4 (9 5 11 50 45
F& (AUC 0.918, 95%CI 0.850 = 0.986) , %5 F RA & 1
O ek R P R Y RO O RLAF R AR ST, B G TA-
AD T fb R AR 5 L B S g, MHLZ T,
TBAD R J5 20V B 53 05 D00 AR X 8 e s B, 249 30% 1y | 7
ARG 72 h EFZFHWHA LI EDRRTH, X5 ERKER
PE T PR DL M 32 4R B 1R RT AR S B0 B Bl kP AR a A
RHe

2 RERMEBEHRGHREEENS
2.1 Stanford A #!

2 R AU A — TR ER R 183 3] A8 I PR E5 4R Il JBR A A
HIHF5E Bk B CPB A 3¢ Y Bk 1, 75 3 13 45 (ischemia —
reperfusion injury, IRD K Hfil & () R 5o % i K B 2 TA-
AD ARJ5 2 EF B R0 HLH (OR 1.00, 95%CI 1.00 =
1.01), CPB Rt . SR B NER B 98 Dise .,
RS MR sh ) 2F ZEFLME Nk JE i F (glomerular filtra-
tion rate. GFR) ZRI TR, M#EEL B, EMHE (reac-
tive oxygen species, ROS) g &P £, WE = KE F «B
(nuclear factor kB, NF—«B) S RIEE K. {EFRKERRH
T, WHAHMA FE — 6 (interleukin — 6, IL —6) . Jil4 ¥R 3t
AT — o (tumor necrosis factor — alpha, TNF- o) Bk, H
A SR /N B AN T A . TR R i
P2l N TR R G AMA R L, T B0 R 4 AR VR 1 S
JBT s A IR K M, TB R Bl — RAE — AHIRIRIET 1
AR
2.2 Stanford B #

TBAD A Ji 201 B 400 43 B 95 UL TR DAY b 7] B 42 4 1 F
U IR0 O T SRk . BFSTE R BT, X T B 2 RB 1E & 1 &
& CA— AKI [ K37 3230 8 K™ . 1 TBAD #4 % I &
Sk B R R R S K U RN R, B T X b
FEBEE R 0 Bt o G PR R X L 3% 8 8 R VT 43 o e g
e FEBERURBE . I B X L i R R 5
B/NE ALK . 2o AL I, AR PR T B R AL R T
PP gy A 216 6 i 3 3 Bk 18 B R B R D) i

FEY R BB X E R AR X % AL AR T R RS R
JELEF. IRERTHE (P =0.025), K& m™E 2 M S 6
i, ARES X A E A E K (60~120 mD; 1 — T4 A
196 il TBAD F& & (1 [l i 44 A 3] B 55 0 F 552 % L 570 FH 2 b
K, SMEEHGREES (OR 1.03, 95%CI 1.01-1.04),
Xt He A B 2 Ah . TBAD A< Bf [ fiff ) 5 05 G B HL . R
K AT B 8D K L S B8 PR BE Bk il . T E TEVAR R
o, STAURE AT R a5 O A B S Bk RO F 1T, 3 LA M I R
BT, TR 18k Bram 5 bk b 287 A9 X T 80010,

i LA L. TAAD RJG 2B S oIkl H &R 24
B IR S AE IR s T TBAD A J5 2t B 0 45 ) & %2
H G R B 5 A A0 A B L S B R A DG I LA T 3 A
M7 BT 5. AL AR A 2 5 2 3R A S 2 a1 I
RN 22 B I 5K W 11 Bl

3 BRAER
3.1 AR FER
3.1.1 Stanford AR EFEE—F 5 R FIREAS 2 -
(1) Wang 2" 9 meta /39 A T 20 JWF5E, 4t 8223 4
TAAD #£%, MiEBREE (60 %) & WA M7 G K
H# (OR 1.34, 95%CI 1.21-1.49), X 5EFRH FH
PLECRE B AR S 0 0 I AE PN B D) R AR Ak DA B X AR it 52k
A XKD (2 RETEHREA 4. MBI E C (cystatin
O >1.2 mg/L &, HARF S WS M6 XK &E
72% 21820 48P (chronic kidney disease, CKD, €G-
FR<(60ml * min™' + 1.73 m™?) BEARGAMEEHRGHESR
% RRT IR 2 B DI RBIE % # 1) 3.5 £ (95% CI 2.48 -
5.2 (3) bR Bl K TE AR B 0T 3 0 Stk B R A KU
2y 2.8 45 F SO HE M BUIRAARSE IR B NEE A
A (4 BEPRIE G Stk B s XU 2 1.8 A%, A BRI 4L
% [ (hemoglobinAlc, HbAlc) > 7%, R & #i 4 F &
40% "5, Ry i A A Sl A S AL B0 B D RS I O B R
RAE R

E TAAD AR h, @i MELEIRALER
AIECE R B, IO T REAR A U R I I
3.1.2 Stanford BB FSRNEX —Fshfk=z R, HEil'F
RESMEIEA. (D Bk sra. REMES £ 5
A 330 #i] TBAD £ 3 1ty 171 it 4 BA 351 BF 53 v % 80, 5 3 ik OF
A FREERE S FRGHEAE R (K4 63%) BEH
FEBEMEIME (4 18%., P=0.007), An Z2HE58 4% &
W B K B 2 S >50% (OR 3.12, 95% CI 1.65 - 5.90),
bk B R T R, AT R IR g — B, U Bl ik
ZREE ARG (4 71%) RANZEE (4 35%)
2 (2 RATE AR 4. AT eGFR<C60 ml +
min '« 1.73 m 2 &R 5 Stk R KUK 3 0 3.1 A5,
R 9 5 i (U4 =160 mmHg) 5 5 i 4 5 2 i
BRI G T 17 LR 30 > 40 mmHg £ if
— BRI (3) Rk oE A AR TR B Atk Bk
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A (2 28%) TR MRE (29 15%), FRES i
TR ZE RS A G s R B AR >40 mm 2 M 4G U T
B 2.3 4%, SEEY K8 B o g e,

3.1.3 HFBEHRHEFNIMES . (1) HiEX TAAD iR
R, ok TAAD RJ5 2tk B B4 K 174 2.1
£5520 i TBAD R J5 &t B #4098 74 1.8
000, X R M T AR B X CPB M SE M TR Z M R s (2
BoiE A2, KW ImEwf oy 583, H1E
TAAD H 57 s 7R B D Rk ik % F &%, #& TBAD
W) 5 B i R B R SR R AE s (3 BEIRIE 2 TAAD 1
MSTfER . X TAAD S5 28 35X A] /g 5 F il
EIRAE BN CPB A5 1y Py B 45405 0 48 RE S 0y o 7= A: W [l ik
PNOE S GV

3.2 Rl EER

3.2.1 Stanford ARl EFSHRE—ARPEMEREEK. 1D
CPB ] & TAAD f5#% 0 H #4377 5 5 2 vk B 3584 9K 3h [
. ZWHFRMAD, CPB I >>180 min & 24k B i 4
B FEEHE K., Wang & meta 23 H7 BF 55 W IESE T CPB A ]
=180 min B, 3 0 S0Pk B B KR COR 4.89, 95% CI
2.06-11.61), HAEK 10 min, KWL 17% ., 0 fg
2 R SRy 5 B A R B a3 T AR D A A L I R R O A
BBEE T (<20 mmHg) 5| %& B FKM. MKiE (<30C)
0 N L B DR I U AR T . T Led 80T E— 0
BEX 757 44 fB A IR AT I [l U BA S F 9 & BHOR 4 58 R 4
% CPB i) & 120 min B, 0] BEAK A J5 S0tk B 401455 19 & &
F(P<<0.00D; (2) HALEIIGEER (deep hypothermic cir-
culatory arrest, DHCA) #}[i]: DHCA>>40 min i}, 25
G i & A SR 3 T 5 B I I S8 4 P R K IR AR
B G A L M E . PEARR (30~321C) E
W T R A XUBS: s (3) Liu 79 fE— I 48 A 130 Bl 82 F AR M
TAAD &3 47 BB A S 55 KB, LU0 i KT 8 U
AT B S AR N E (OR 1.31, 95%CI 1.01 -
171, 55 BEAF I T i 88 21 78 15 & 4010 B R 1 40
BOMARAEHNF (i TNF - o #06 aMACH 5 () FARK
X Lei SR MAE MG &5 BHA S BB & EXR
(4 55%) @ T “LELBR+ A5 ER” AKX (L 38%,
P=0.005), J&#& i@k fa Ak 45 15 45 45 3 2l Bk BEL 7 ef ) 9 2
W gl ik 43 S Az LA .

3.2.2 Stanford B # = J R F— AR op B AF A B R 45 AL,
(1) X A& 5258, McCullough %553 15 %} 1826 5 3 7
TEAR B KA NGB IT FE A 00 AT RE P BB B 7 P e B, X L )
#ALT 100 ml, SAEE B KA R SREL (OR 1.01, 95%
CI 1.00- 1.0, ¥LRGFS B 78 & B H A A &K F 150 ml
mf S XS B (OR 1.03. 95%CI 1.01—-1.04),
I PR b 5 35 M B3R B B M 2 O SR B MR R Y 1.8 £
Hil i BB WERIR . AN B N P e R B R A R
R (nicotinamide adenine dinucleotide phosphate, NAD-
PH) LB 5 B /NE DY, IR B A T B Pk X AR

Bk XU B K, Tan 28 F 5707 36 WA % b 50 5 55 i B A P 1) £
M. et T, e S HOin kL. Taliercio
00T B A ok 139 44 FR A b AT [l B A 870 40F 9 v 8 4R R 125
ml X H R AR B (P =0.009), {HIfG PR 52 B oW 5¢ 5
I M L 00 S B it BEAIG A 700 5 b, R B D AR SR 1Y
BEMSMEE RSN, IF B30Ik N 425 e k4
2 EAT AR B R R R ko S 8 R I P
el B SR T i o T A R S B X L 70 2 43 A T 4 L A0 D
B, HAEPEIE R G b A i BE B 2 T RRDT L R il X EE
B, NEZRG % S LT RIMBE R (2) LB EN
kI A>3 mm B, RG2S B OGRE M 3.2 5, &
MM sh SR LA 0. 750 sRge ik 1K >
8 ANKAJE Catm) WY S E By kORE /K i il 488 1 38 3 kOF B
ARG 2B B RS 2 1.5 £570 5 (3) ARl £ <
90 mmHg, ##£:>10 min {5 20H B 151 47 KU 3 2. 3 500,
TBAD 8% N 43 3% 5% BAFAEIEREAR IO FE . S 48 B O 14 %
i EL BT T o e U E R OR UYL B TR RS (ke
B R 4EF Uk IE >100 mmHg 7] AR XU

£ TBAD ™, Xf HCR R R A B B 8. SO 3R 1Y OKG ff
B A LA KO B 3l Ik i DR 7 I PR A8 A o RT B T B OQ B 3E
R
3.3 REGKHNE
3.3.1 Stanford A B £ 5 AR — R J5 I K AEAH KL H &K -
(1) BT CPB 5| iy I % 3h 1247484k 4, LCOS J& AR J5 714
B 45 R U DR L, AR e S bR S B i R R SRR A
. e kAETRRINE, Xl FREmMMEER T
GFR T2 i 3k N ER % i # (intra — aortic bal-
loon pump., TABP) #i5F 4 3 JkJE (mean arterial pres-
sure, MAP) >70 mmHg £ B TR XE" ; (2) PR IE
WG FRH SN e T4 A 216 1 HL A E R
Il Jis 4 BA B F 5 v ke B AR SRR 5 48 b 1 T 2k B
B (OR 2.75, 95%CI 1.45-5.22), T ¥ &0 g — 10
AN 445 ) B3 1 BB 5% -t E S T HLARGE AP R R
JESBMARE M AE (PaO, /Fi0,<C200) (OR 1.15, 95%CI
1.09-1.22) #EBYGE, TSR, 585
MW, B ERE I R, ARG . M e R Atk
BB ke R, NEERKKIERT (JL-6, IL-8) &
B BB B NE I B R AR M A
3.3.2 Stanford B Al 5 H £ — AR5 It KA 5 1ML 3h )1 2
HZE. (1) ZRMEIFLRAE: 1HNIE GLmie X3
EREMSETBRANEZEHFR, HEEIEEHRGLER
(A 42%) mTEAHE (4 12%)5% Wi 55 E 30k
FE 7 Th 8 B 1 38 B Bh Bk FL R, RS RR SR RS R s kYT
ik, #E—LME B A, HNilsiEt K F 5 ml/min &S00S B0
Frge it 1 MR /MR IR E 1 3 505 () Bk
ISR . ARJF 3 A H BRI AR M & 2otk B 3040 R 22 77 26 1 XL
6 S (B DAL A 3 1) 2. 7 AR50 s R 5 o o B Bl 11 8K
PR, BREERFESK KT 5 mm &, 54K CKD &k
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AR K 65% s () I EFE SIS AE, Li 21 7R — 5
IR POR P HAT 69 24 85, IR & Bk 47
JEWE B i 40 mmHg B, S0k BB KU B Z 6 (OR
1.98, 95%CI 1.25 - 3.15), Luo Z£MSI¥E — 15 44 A 305 4l
TBAD & 1y BA S B 5% o & B 48 i 54 > 140 mmHg &
FHkREENBERFEAEFRAEMEREZR (OR
2.29, 95%CI 1.32—3.97), 2B & il JE 8 i 5 1 5 g2 28
VB /N BR e U R A, AR AR A ) i He T B AR 1
4 CKD kH4*,

4 FEHMm
4.1 JHWBE

ARG SR EKIE B E N TR, EA
DI TN A 192 ] TAAD 8 25 11 BA 51 BF 58 P & B4 9F
2P IRG TAAD B3 30 d ET- % &3k 17% (HR 3. 68,
95%CI 1.58 - 8.58), &AM B#i{H M TBAD i3 90 d
FET-FR ik 35%, RLAMEBEMG AN 3.8 107, R
TBAD AR5 2M: B 85 & A R8T TAAD, fH LAY B (1) 5 ]
JETCR R, AL AR RO TE A IR LA T T R it A e 2 . AR
BRI TBAD [ # #ffArh, — B EA MW B, LA
REIHSS, By PRl g 2 48 B TR BE ¢ (multiple organ
dysfunction syndrome, MODS), S ™ HM 5 R, S

P53 53 & B MODS £ I8 % G 35, 3F — 45 1
FET-2, i TAAD R J5 20 8 400 105 8 1 2% g LR 1
2.3 f55%%7, TBAD A J5 &t B 35 1 58 3 1 I & e KU
FrTbE 18 45, Wi, % TBAD &3, B2tk &85 15
RAFI TAAD i35 B ) 555 3 0 m i e s g0 .
4.2 KWwE

AR BB R A KIS . TAAD B #HARJE
54 CKD % 4 H ik % 35%, @ T LAk B G H
(12%)™7, Chang %" 7E — i 1 % 696 45 TAAD & # i BA
FIFFFEHIESE T TAAD A JG 2B 4 m CKD iy K 0 #% 4
A (HR 2.52, 95%CI 1.90 —3.33), B {8 J5 i 7 T 35 X
B o 25 B0 . B 7% HC A 0 B IR A S OS AUUR T A R A
B, W EHKBET K. AREVHE G, TBAD 34 Al
RN T ARG TR AEFL R, B2V B0 X KW
Tyge A B ke e v R E ORI IE . kX TBAD R 5
AEE O R BB . R Y D8 W N T B Bk 4R
SR S N

BT Stanford AT 5 BB £k ZMF AKX, B
PO OL A TE 3 22 57 BT AR A o IR 3R R i IR B v oK
AR AR . BUKE 28 2 Sl ke J2 R T 2 B 45049 10 O B 22
S TIC A, IR 1.

&1 StanfordAB S5 BREEFHRRERAFIAUEBERGEIEEZSRIL

HEAE Stanford A %l Stanford B %
B FAR IR TECTFAR ARG AR MG Tk BEAR
FEHLH e By Al TV A R G M ROE S B Jri B < X BB LA 38/ I 3 A
R e 22 ANATEAS i R T T REAS A AT Ak O TN REAN &2 B SR S OF BT B B 2 >50%) R 6T Y RE
BRI AR BKE A R AN G AR R O AR R AE (U AR L E R >40mm)
ol I 2 CPB i8] (>>180 min) ., DHCA B} [ (>>40 min) . fiIfil & T A &8 (150 mD RR GRS XA E E A 0 (>3 mm)
R AN & 8 §)) A A 1
P NEN A LCOS | W W % 35 Jak G / e 59 RS PN U B A A a0 8 A I 4 ) S 4

i 7 e
BIRRMAL R S 412 % B iA LCOS R

ik CPB A8 B . 45 S I 8] 9 30 3 3 a8 AR 97 5 Bl 7 42

/MR AR A« 7 4 X HE SR (A8 VB DR i OO R K
S 00 A B A 0L L A R AR 2 B

1 : CPB AR SME F , DHCA : YRAG IR 45296 5, LCOS : fI% 0o HE I 3 25 A AT

5 KRBT

TAAD Y5 TBAD AR J5 AKI 7E9 K . #LHI B XU F A7 7E
AL BV SR W T K 43 BRE T E
5.1  ARHETXE Y 5 1

TAAD J @ 5G BI B R (A G 4E . M xR C.
Hifl CPB DM, &SRO RE . BHmEE 1, E
AT LIS 33 CT I %5 % % (computed tomography angiogra-
phy, CTA) Al ¥ Sk IR 00, Bt CTA Al ¥ 3l ik
fife F0) R s RRAE 2 TBAD AR | PSR (9 4% .00 3 fa &
H. AMLEHERESR M CPB IR 22 8 F R T L. 7o

FU R s ] it e I A ot g BT, PR A SR A B AR (eG-
FR, BEAIZR © . X B gl ik i XUR: & 7 AR 516 26 456 100 4 Py
(intravascular ultrasound, IVUS) 5|5 8l fill & BAZ 5 AR LUk
% e R
5.2 AR smg
TAAD #%.07E TR 0T fE 45 %5 CPB I [|], 7E 24 F T 47 /%
O, RAESMRED, 484733k >60 mmHg,
WER IR TS, TR MR, R R R LA R, B
A 7 FH LT Dl i AR T2, SRR SN TF R O R
TBAD #% .0 7€ T " % ¥ i % L 57 2% 5% TG 40 S ZR 44
B R BRI R, BRI S — L iE
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T BB CA— AKT, (H H 0 ) RORTE A [/ RE A7 7R
e, WA RE RN, IR EMTHER, TERE
HIBRPEY KL L HAMERE M ) R e L B
FERLE ., RS AL .
5.3 ARJ5 W5+

TAAD 75 2 % U)W W 1w 3 1 ==, Bk B ih
LCOS™0 - U bk W 05 3h 25 W LA, R &
RRIZ>0. 75 2 Al 155 M V3 0 0000 2 5 400 00 0 JR 1) 4 A3
BREES X A W AR . SRS 3l ik g B A
97, AR TR, TRBARE MU B ) . T BR RAE A
B BCEBURE, AN SRR BB R .

TBAD 75 2445 iR kP2 B0, A 500 00 45
5 A b A 4 DR P L AN W R il A 6 B SRS R
(neutrophil gelatinase associated lipocalin, NGAL) > 100
ng/ml, AT LU0 B N L0510 E b e AR X i R
55 Jr 1 R R AT 7 S 2 BT S B IE . BT DR G 2 0 W 2
e, WBREHMUTREARREMME P ZE, o TIPSR AL
BRI REIRES KB Sk A B0, A B T e AR
GE NI SR (i P < WA= $2 P S a5 PN I N
CKD i JR (g S -2 5T R e 7 4 101 2 R W 7 L )

6 H#5RE

TAAD 5 TBAD A J5 2 B 450 015 2 A7 &5 W] #9730 2 5 3
. ABISIEE B R Rw . MELE. YLk EZES CPB
A K B ke L T8 TR AR RN ARAE S A OG5 B R A R R
A AR AR B AR R, HAERE e T R E . H
KW CKD MLk T BRI E AR T AEZR. IR
T LA 0 SIS R T SRS 5 A A RS B Al 0 2 2 B B A i B
TG RHE . ARORBT T T A B A 23 TR 57 55 51 XIS 0 A5
B, FFERRE XA T HUR M, 0 A BIPTRIAIT . B ARG
IRIT . DIBEEETUG .,

UERUENI TR SR (DRl v LE RN

SE
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