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Abstract

Sepsis associated with acute kidney injury (S-AKI) is a common life-threatening complication in
hospitalized and critically ill patients. S-AKI increased in-hospital mortality 6- to 8-fold and 3-fold
the risk of chronic kidney disease (CKD). The early emergence of S-AKI limits the impact of pre-
ventive interventions, but opens the door to the development of therapeutic strategies focused on
reversing cell damage and promoting adaptive repair. In order to adapt to this change, it is neces-
sary to better understand the mechanism of renal tubular epithelial cell (TEC) injury in sepsis as
well as the inflammatory response, metabolic reprogramming, etc. This paper briefly describes
the current understanding of S-AKI, and the development of its pathophysiology.
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1. 5|8

R FEIE (sepsis) & — PG IR AR A2 BB,  FURFIELE T GL 5 ML S B 2% R 5 200 2% 5 2h
RERRAS, MMIfE Ay, RMmEAMG. kel REBKFREEIL T FBERGERZ —[1], 2R Kk
ZAMERS . AL, ST, IREPERISET:FN 25%~30%, TAREHER T HIZET RN 45%~63% [2] [3].
W 5 25 5 2 R ERRE R A 1 28 8, ELIRERRE & Sk B 40405 (S-AKD 5 R ERRE SR 3 I B AR TR A IR K
RIK[4]e (ERRATER R, S/KCEIEER 5 1 20 B R e I ) e B AR 20 58 ik 2 R0 3 1) 5 Ak
M5 R %, HIEHE RS MR 40 E /NS bRt T s et B /ANEIRBE5]. Rk, Tt
AT S-AKT B R AL R BoHia T R, XTI R AR R va ST AR Filp 86T S-AKT B REE ., A
SCHUARTT S-AKT ARALHI LA K B iR o7 ik e AT 453
2. RATIREF

IR, 56T S-AKI MIRAT M AL, BRHAE ST IR PR Z AR . Adhikari 25
N[O 5 B 03 2840 4t FURE AR 1900 J3afa, (R SERR 26 T REEE i fe 22« RS =p 2 —
(e B IE B S R BN S-AKI. TTE ICU i, 29 40%% 50%M) AKT 8K 2 HBUkEERE, FRAER
Eik 50%~60%, Kk, R0 T/ S-AKL, PURFF S-AKIT [FHIIL, X S-AKI [Ip56 A HE
B
3. TR RS

AKT 3 H A2 e 2 MU 8 it F S R b e i ML AL, TR, R E S-AKT R B A LA 3 L 22
AT, FHEREXS S-AKI g AR P22 (Y PR T s 22 PRl iz s i) — SR . T2 BEIR B, Blin
A E AT S-AKT AR LI FLE A [6]. HLH A S-AKT KK 2 SO A2 MO I e e sh WAL |
PRGN R FUAT I B R85 10 AU 2 mh T R R [7] o
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3.1. IEHRTRERERS

JHFIE 7] 5 R R S A PR IR B 1 A, HAFAEAE T LR A Y S MG n, 484745 1 sl ) Bk (AR 3%)
IR B0 LA LT FEARG, DA S35 75 G 18 R B2 (G 37 IR BN I B 41 LA LU A7) FEAER 8] [9] [10] IXFhAMIE 2R
D Re B i (A S AAAE T IR ERE S BB b () — N BB B b, JF H 58 B DI ReRars i & A
ZWLE R, 5 E MRS 1SR TE R[] Tk, IR ThRERRS O v & 28 B Hif5
DR SR 3 42 1 S SRR 8]

FE| A A Cf AT e BUME A DI RERRAS 1) 2 FALA], AR HG. B B ThReRanG . WE=Z ova Akt
JIIRZ3 RN SR X =AM R I RANY ey B il ) [ 1 5= (3 K 1 A A 2 2 8 N K= 1)
[10]. HIT- "B /NVE A Bl B0 MR 20, SR8 8830 1 VA0 B AN i /NREE B /N8 B R A0 I TEC) i 3 Fe ik
AR 2 5 T A 2D AMPs) I SR A A 2 3 155 20(PAMPs), WRES S & B /NE [ 11]. 1Ak, Bl
TG IR Ty BERRAS P 5 S0 0 038 20 A 5, DTG V5 7 5 350 3 e i A0 5 3l 5 T ek 2k, I TEC $ifi
M RERERT 8], AEVNErD, B /INE A B B 40 8 ThRe Pt rl R B E R B /NVE bt . B/ NVE BRI
R o A T e e 38 o 550 B %) A R A S R BT O BN - BRI, TS 8 N ERGE I F
(GFR)FIPEAK. JEIdx A7, & B4 ThRERES 5 80E /NMERII, GFR RIRE(UO)FFK, MmiEm
B (sCr) & .

FRFFIE GFR B3 J A AT AR R /N EROK S IO B LV 50 ) 2 52 45 i 46 i R AR o 72 IR AEBDIRES T
AR NFL /NSRS Sk A48, GFR 3230 A% AT, DAZERSE 10 I He ¥ Bl A e e R i 2
SR, (EMKFEAESAME], GFR 7T £ /0 2 BB MALHI 8 E . B8, A& N/NShIKIC R I e 4 FAE H /Bl
K 5K B N ERFR KR, AT RIS GFR. Heok, AR N/NSBk s 4 T SO B /N R A6 40 18 )
WA, M sEageint B /NER, 3 GFR FEK[8].

3.2. RIEMNE

FRE R AT E X HUB G EER NS, X T8 SR S5 5 I DhRE AT L 7 B R AR 2 K
HEL SR, SRR SORE IR N T e S B0 — P R I R EUE R R E . TEMREREL AR, B
(1] PAMPs ! DAMPs [ 12 |38 S 40 fid FI'E TEC R 1H - 3R3A pE iR 52 44 (B Toll #5245 TLR) R,
M A BHARR N 3 0k, ERA BRI NHEGL I 40 S M [13]. 7E TEC H, DAMPs/PAMPs 5 TLRs
(BP TLR2 1 TLRA) LS Al T eSS 4006, Bomis b B AARIAZ IR 7 o 553 90 7 (NF-«B), L%
PEAH R R T H DRI SR IA 3 2 G2 200 o 55 48 040 1 30 A A A B 7 Bk P 0 T35 ([ 140 SR, Bl Trax s 48 1
ARA TEC w5 R A H0n S SR R N . 3P A R ER R AR5 40, T X S8 # 0 nf#l 7 TEC
131 B B B4 e vhoR U L PAMPs A1l DAMPs A] LLizE N TEC (18] J53 1] 52 A0 32 JEE M FEE s 3
Ak, PAMPS/DAMPs ] LLidid B /hekid 3§, H T DAgE TEC T ¥ TLR 4 52150, AT 51 K% 9808
BEFE T RRE A . X P FLEIAE 1S3 TEC Rl 2 5 %1 o

33. RiESRE

AU i e — P OR ST (BT AL, A A FH A2 L R e A R B3 1 v e VM AR IR SBR[ 15], I
MRS RN N GRS S, AR R AR BAETI[15]. XAEMRERAE ) T 40 gt 453 7 B4
RAE o AENRTRAEAS SN, FRAZAN AN T 20 AT Z5 A AE (1 2o 30300 TR 4R i P o AR M S AL R R b
(OXPHOS) AL N A NI AR [ 15]0 BEZE)E, XMAREEL A0 T T 40 Mo A0SR A% 48 A 53 1) 53 Ao e 26 R Y
W1 Th-17 A1 M1 ELWRA AR DL R = A 38 2 () SRE IR B2 W 75 [ 16]. OREA AR A5 [l OXPHOS L “ICH]”
RAE, HREBFR LR, BT IREFAEEFE P RELL PRI AR S B0 T 238 0, X P (5] OXPHOS 115
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B F S E I EEE TP A7 T ALK B 88 B ThRE 2 L 11

JHR B 0 [A] R AR T HE AR T e 33X TEC DhReM S H IR e bl ATP & ReRE I IR R. AT R —
WA, EE PRS2 B - RSP [17]1% R B B % FL(CLP) 1/ R SRR DL R LA
K FAE I W] LA S AR AL SUR 28 B (B 45 B IF) Hh ATP 7K1 R BRI - Lo 1 400 [R5, PAMPs (1) % 1 il
BWFE TEC B FHISHE HRE K FRAVNE B B oS [18], MITAT4ELH M A7 7% (1) « A5 2017 ThRg.
AR B G R 1D 245 B 25 B AT 5 TSI R ASS 25 v R B 3R] 1 B D BB AR R 2R . il dn, g AR 3 R
AMP JEALE (B AMPK) [ 24 B 223805 Sk Hil OXPHOS, S AKI /MR CLP Jo 7735 R 30
[19]. HFEIEA OXPHOS V57T BR AT 8 A 1 (Sirt 1)skid A1 i (R 38 58 0305 32 7R (PPAR)-y FLi
TG T-1a (PGC-1a) [20[BREFFIRAET R, CRF T OXPHOS 7E & #55E HA ) BA Ry 7E F W s AU,
SEEGVERREEAE B 6 AMPK JEAT 25 B 2241 38 gt -2, HonT seidid BRI TEC 545 OXPHOS ik
FEERAE T RE T (R U3 7 ) T PR A QI R [ 19]0 IXFHRPVEHZ KR OXPHOS fIELELE R, 621X
S 3P Y DRI St R o A O R R S A R e, G R () B R R R R AR T RS R BRAE ) R AR
CHrERLAR A ), B 40 AE 545 S92 48(I0 mTORC 1/HIF-1a @ 42)@ K FH, HEIAE #21].
T, THe kLR BT AR AR . OXPHOS A i o 4 A 00 S AL R A2 [21], BRIt it
0XPHOS I A AT BEAL VKT OXPHOS 5 A 1% 2 RiAR T BE 1 520
3.4. BILRER /G BET R G

AL PV E ARG AN 2 S-AKT [RE—HLI, 1T 2 MOLEI L [ R . S-AKT 0] REAE %A BT
AN R R BN S 25 ASFRE SAFAE 1E 5 B M0 (00 B 4 B It iR 0L A

TE 322 B VISR PR AR 58 (45 AR08 b, Langenberg LA HoAts A [22]3 87 S-AKI 7] BLZE IE & 548
f) RBF R4, 2 B0 B R S A E VT IRk % S-AKT R R A AN A B () o 78— ANSRALRO RS AL b, Mg %5 DA
Je AN [23ESE T IX— R, R S-AKI MR AEERA S RBF, AAHIESE M5 . Murugan DL
Je HAb N [24158 DY 73 2 — MR R B ML 3 7 F AR e 28 R IR BRhE S T K el AKTL. EEZ, &
VR A BT [25 170 M BRI A0 T R 1K 7 ARV AR FRAIE S, S-AKT 7E AT 1R TEC IRAEEE T il N R &
(DT S%HTEINEBAG D). FET L, RIS, S-AKI AT LAZE A B BB AR S HE AN I BUE WL Eh 1)
HARRETRIEN TR, 2HENRBIE CLP # RBF 3% MK, 1M i s ML a8 S5 1 F
RABAREET. BRI, XEHHEILFRFEY, RBF KR AT s-AKT (R IFEHLIE FEA L % H ) .
XA R L S TIRIRE S0, RIAAR (VAR S 5 BRI T AKT A, (HIFABETIRT AKL, DA Rk
it AKT L 5 7 e R0
3.5. LRhiEit

TERRERRESAIA], B /INE A R P AR B 2R Ak B I S A AR A o IR Be AR A A FR LR A L Ik
YHMIBE, B ST SR AR P 2 PR TECE A i b 2 (], 5 350 40 40 BRSBR VRN A . 55— T T, JRZ6RiAR DNA (mtDNA)
7552 % ROS ¥Lm HIifs, BOATEAE A RMEENE], JF HIINM LRk ROS 7 4= m DARE(R 2R 4
JEHLAL, SEUBEERIEZE . XA ITRE Y mDNA MR EIMRRAER b . Fit, BV gt
LR PR SERE M (IR T 3 B Rk DAMPs BRI R, X Eede SEUE M i — L.
4. Bfr

S-AKI MK Z TR I SRR S e, DN T T 4k R M4, B R Bt . ke i
AEBRROMEH, HRBT G R AECERFARBIRE 1. Heah, BT DU B3 RS T 8], DRtk
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TEAR A3 A B R MR REAE 1) BB T i — B R A B . SR, s Sms T e SR iE T2 A
MR B, S BAE L.

4.1 TER, BLEFHMEER

TR B REG, IERAS W IRREAE,  FHIUIRIE 2 T a6 50 A2 3006 97 A0 R Ak 35 AE 1O RIS T T
AKI FIBRARIE T R B OCH 2 . FEMRTER b, AR A AR I NOT 4R S BT R TT, #FPURa T A
I 2GR AKT R AR R o SR, AEALT7 ANMEIN AR ZR T I NAEIEAE T, ROAVE 2 TR T I
SUEMEERPUAE R ARG B REE. 2RI, IR A PTE RGN BAEEA N, BOVIF2 T
9T EUSIRE R P E 2t B B d bk . Bl & RSS2, Rl 5 AP 254 (RS 7Y
AL EE | SR SR B PR R R BB At ' B 2R (Ui K PN TBURS 3 SR G A I L 26

4.2. FRBKESTRAIEE

DAEA UEE R, (EfE N, JCHGRIEMREEREN N, AR 20V H Al B R B Vi 2 38 I AKT
FBET- R [27], 1 W IR IE H o A7 2R 7. BEAh, NAZBGE A H 2R K, KA K BEAL R
R CAUESE TG TE 45 A28 1 FL R B, A FH iy S DI FE R 22 B4 0 AL ) JXURS:

IT AT SALT-ED 116 A1 SMART [2973058 7379l LU T~ dd AR 5 0.9% 45 3 h /K AEJE & B A G
HEEPAFENGIRE R P T3 SR P A, UERH 7 30 RN FEEE IEA R F4-(MAKE)
TRy ER . HbAh, SMART RIS UERH, P f PR L ik B A8 v B DR R T — I A BE(OR: 0.80
(95%CT) vs 0.90 (95%CT)) [30]. RETE FL 22 H O BEH L REIRIG[3 1]+, AR AE IR CW0IE & 241,
THER T RNE AR, (R R AT A B AR TP R VAR 3 1], BRIk, H AT BT AR SRS P4
A R BERE A A AT T
4.3. MEBNHFELHF

WA S 75 J5 A5 T IS 24 A2 R A AR SE B ARG YT . 2001 4E, BB DL R HiAth A [32] &% T — i AR
fR=RE 7T, UEW] R H BR T R T (EGDT)FEAIS 1 MERAE AR w3 A0 T 38 . R X g — Tl ke,
HRBRPEAE S 2 = sz 3 7 AT, (HIX I T O | IR EEAE R R IR T, AL TR
HARIE, FHERTReH R T2 A . X ATREE AT 4 B i EGDT 208 B 5 2 /R 7E S-AKI. RRT [{#
FEAE T2 07 TR A ai AR R 2 — o

RCT sepsis PAM £ FL0HIRE LY, IRERAE 858 1P 3 ik . (MAP) H AR L2504 65~70 mmHg, [
NER TIEAER) = LR B, 8L MAP (80~85 mmHg)JEANGESE @A /A% [33]. HAl, ZHH B2
FEVRIT IEEREAR LI — B 2% o SR, 2T AR DA K% 22 o Bt AT OGT X A1 6 5 7K ST 25 35 43 1T (RIE 5
R4, (A5EFE FIRFAMAL, MEMERIFARIEEELAE, FIASEEH .

4.4. (FIMTIE - MR

AN IR(ECTS)EMRFAEH HI/E I M ANE 2, IR B B 22 b — MR IR A A, A2, X
Fofr e VR 1) R AR DR R b R A FRAT TR0 (R B o 7 B P D B 5 35 SR ) S i 350 2 1 2R = T WA
MR . FESRZ XA RRATEIL T, ECTs 5882 — R4 BA IR il ST ROR SR SE T i

FHR R 2 A L T T P T RO O AR B A, A S R PUA . PUAIRIN IRTT . TUBA)T
8, (HHIRREE RAMARNE[34]. X B AL Y ECTs Wiyt Mgk i a8 i W i AR
gia KR M T, B B R RE AT W (IR BE[34], IFESI AL i R AV 0 45 2R . SR

DOI: 10.12677/acm.2023.1381733 12366 I IR = =23t e


https://doi.org/10.12677/acm.2023.1381733

FE&E, PHAL

TAERA A B R 1 N S EERE o (1 87 FE P A R PR, He e B B PR s e A IS T
I T T35 FEVRAT 22k B 45000 P B 2B o, e R 3 I S0 AT 3 T B A
K BE L TR A A VE B A T AT Ak, 7 L5 A 1 2 SR B8 2 1 8 40 05 490 72 T M R o 6
[36]. H 5 M T 033 0 4 N 56 B 11 4 SR — 1 A DAy, L 5 7 2 0 LV e 7 T 2 o A 1) 5
S Fi5k, M R AT, H AR .
5. &g

45 b, S-AKI T8 E A RN 5. S-AKI B BA S FIGHRBE, 3 15508 14 Rk
Koo WGPREEA B T IR B0 A AL T (0, IR TE (T IR A AR SRTT . BUTE AR B A
FHBHFIEST S-AKT A3 5 RMET T, R ROFF I I EE T TR AR S50 S-AKT HMLE], LK
PRI R 90805 . 56T 8O M0 AT SR R IR 50 (0 AR, 4 R I I Ry T iRt o %

AR PIEHE -
E&mHE

TR 18 B A9 I PR = 2209 72 A1 400 (2019-SF-L6)
BE K
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