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Roles in functional metabolomics in acute kidney injury
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Abstract: Acute kidney injury (AKI) is a clinical syndrome of rapid decline in renal function caused by
multiple factors. There aren’t many effective treatments available in clinical practice, and its pathophysiology
is complicated. In recent years, functional metabolomics has become a new research focus to explore the
pathogenesis of AKI. Functional metabolomics, in contrast to standard metabolomics, uses the identification of
distinct metabolites in disease to clearly define the pathophysiological process of disease occurrence. In order
to provide a theoretical foundation for the early prevention and treatment of AKI, this study highlights the
scientific development of many areas of metabolomics in AKI, focusing on modifications of metabolite
regulating molecular pathways.
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b, ATEE— DT S AKIR R LB R 1 45 58
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HL DhEERMH A S BRI T IR S T EE
W ERREMERWTFR . SEEMAREH
AH LG, T B AR 2H 2w AR AR ) e 22 e AR
W R KDy RE AR AR BE ). BT, DhReAR
20 2% O RN B 90 B I 50 e B K 25 iR
7R R B T B

2 AKISHRREE

2.1 AKISHERAR

PEIRE A e AU 2 2 1) — D 5y, o b
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A5 b5 22 S IR O R A <P D). W], Lan
LUV, (RS AKTR Y, 305 15 /N b A
15 VR B 5 A BE 545 5 X1 T~ 1a(hypoxia  inducible
factor-la, HIF-1o)ZiAM N, %I FEBUE E IR
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B A AKIH . BEJE, Ji%EUTE g 2 b
(lipopolysaccharide, LPS)i#5- 3 IAKIH A % [FFf K
B, B AU S T R AL ) A SR A A
T I B RE B e AOA TR I D B R
(phosphoenolpyruvate, PEP). A iR Fl 7R KI5
AP T a0 KBRS, HFLER HEAR AT 5
RPTECs A £ RifA D REFRNG . IX R WIAEAKTE A4
IF, W e i, LR A N B R S A 7
(R HERATT 5] IR 2 e 4B P 47, ki 5| S B
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RN E B, CuiSP I SR, LI A
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P AR EPAE L, EATS A 4EA K T-23
(fibroblast growth factor-23, FGF-23)/K-F-Ft & 1 4H
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HK: CF#E s (hexokinase); PCX: THEHFER L LB (pyruvate carboxy-
lase); PFK: MR 4B (phosphofructokinase); PEPCK: R M
i A P R R /2 25 B (phosphoenol  pyruvate carboxykinase); G6P: %]
% PE6- TR FE (glucose 6-phospatase); FBP: SLff1,6 MR A (fruc-
tose-1,6-bisphosphatase); PDH: A It Sl (pyruvate dehydrogen-
ase); LDHA: FLERI & (lactate dehydrogenase)
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FAKISL I BT 7, Wang 52008 i 88 e S0 M
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VIR R S KT . B4k, BugarskiZE PR HE,
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RAB BRI DhRe G . 4k, fEMLE 275
RIGAKIH, LiuPUR I, BN g 40 i 5t
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Mitsugumin-53 7] 38 i 5 5403 £ 30 107 2 23 100 3% I 1
2 G IRES & KRB E TRe, M BT AKTIR i
J&. HAEWAHE S MAKIF, WengZEPHRIE /N
B M T AR A, LB R I 22 SR AN IS T
caspase-3 YL s, BT IFG B — M RO ) /N4y
TIELLANROCIREE, AIAE AR 24 hf5 KDl AKT
BIRA, FFReMEREIT 5 B R g e, A

BT F000 s 75 2500 B B M I VA AKTR VR 7 R
3.2 AKISRERAER ik

164 VUM ER (arachidonic acid, AA)JE—FfA
MTEWIER, Ko asaaEmANMME E, il
A SZ R, R A AR R S e A S — R
H AR R Y . 7 ik B IRE R 0% 1 AKT
A T IR AE BB BRI v, AT ReAE
AISI-AKI MR bR B, FIREH, Xuet
RI, M8 = RN MR A Bk U R T e
B MEAKIA S b EX . S5, 2
WA RN, T AAR AR =P A A0 K AT e
A BT AKIHNG T FEIRDIT B AKISE IR AT 5T, K
IR A AR P 20- 5 3 — 4 B D0 )% B2 (20-
hydroxyeicosatet-raenoic acid, 20-HETE)7K-¥- 1] gg
Gk L AKTR) 5 &4, T34 N20-HETE /K 7]
oL 75 B8 Joi ML JAT ) 4 O 1 T R P S 2H 2R R
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T, HAR, DengZ5PV4E T AAMBEII14,15- 315
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JiR o3 AR I G B D IR, i Bl /N b R A
sk E g & 1) E B 7 A (K2). FAOIRERRAS T &

KRR + ZREAHETA

RATHFIHAA
\X/L%ﬁﬁé
k s 3R
A

I: HADH

NEREAHAEA

-
IR

GEI2
R ETTN

: ACADM. ACADI

CPT1: RITEAAAEEILF, F B 1 (carnitine palmitoyl transferase 1); CPT2: RITIAFAREEIEF # B 2(carnitine palmitoyl transferase 2); CACT: R/

ik i #4 i (acyl-coenzyme A/cholesterol acyltransferase)

E2 B/NELERAAEEERRSIRE



PR & DR A SR B 0 E

- 1873 -
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. RIREER (kynurenine, KYN). 3-F23ERIRE
[ (3-hydroxykynurenine, 3-HK). KR
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FA, TEIRTE T /N RAKIB A R 8L, i 28
TRP/KF-F#AIK, TRPACHIUN3-HKAC T Ty, 45
FR TRPAR U 38 458 1 1) O B I R PR 20 IR 3 - B Jin 4 Blg
(kynurenine 3-monooxygenase, KMO)HA] /> AKI/N
B PP 3-HK AR K, 4] P 4 i 92 v % Dk
/>RPTECsH T2 AT BELAS AKI 3k R 140, 34y 23
FENMGUEA S 3 (1 AK TR o ALK R I . Lk —
A W D0 I TRP S A /K-, KB TRPAE ' JIEE
B ANBE S5 35 L T AR KL, 8 A S SR e
il 20 L 4 Z CY P2E 1 AT /> TRPAR 7™ ) 3- it R M|
Wy (3-indoxyl sulfate, 3-IS)AIZERL, TMi3-ISTEAN—
FRORBIERE 2, I FHERUO IR T S AK LA R
PR,

7 B & 3L R (branched chain amino acid,
BCAAs)efRa-C L&A 0 3R, HESA
REE ML RFEER, OFEREAR. FRA
RAH IR . AR, B MLk ABCAA S i
TR =4 AR A R IR A A, A BT =
RERIEFR, W ARPTECsUHR A B P(K3B).
FET I, PiretEMIE AATRIGHA S T [ AK TR R
RO, B/NE LR 40 Kriippel £ K F-6(Kriippel
like factor 6, KLFO)YEAKIFHIZKIAR N, #idk
IXKLF6 ] 8 BCAA 7 fiff A A ¢ i) 2k A 4
Bckdhb HibchfIMccc2 BRI FRIE K03 T,
B A B NS Y ATP P S b o 88 ) I %
KLF6[A 1, fe#tBCAAZ RS, AIRERCNIRYT
AKIFHT SR o
42 AKISIERFEFERKH

Long 178 IR R4 1% S 19 AKTS2 36 vh %
L, [F) 7Y 2t 2 B2 (homocysteine,  Hey) & i i 35 48
oAl 5 2 A8 B s R L AE (hyper
homocysteinemia, HHcy) &k . SR HHcy "] i S
5 X B3 (endoplasmic  reticulum  stress, ERS)JF
INEAKIL, HARRINE /NE S I RPRZE K &
RUTE AN INE B MR, I A] d i #] Akt
Bl PR AKILS B /INE T B 4 39 e 2 2 D e
o b, LPSTER2 him K IUE B o iR . L-
FRER . RHNARBEAHOIEL- TR
PREGANZR 20 H R IR K P T o, X L4

B AT REAE N — B AE I H TR AK T R A
Jiike WAk, BRFERW], — LR e 2 FE R AT LA
HF I AKIP 3G FE S . DY 22 5 8 /2 Wi i e
YIRARE =, A/ BRI I S DAY 22 B e PR
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W, [EREHL, 5 — R I AR R A D Y
WAL LI FFERPEH . 45 DR N Z B AT
WEN-HHE-D- KL %MK (N-methyl-D-
aspartateacid, NMDA)SZ /415 5 il B0 ROS 1) 7~
A I R van B AR B L A DA /D B /N B R A A
FES, SR, AKTS JE06 75 2 SR BR AR i DA
R, b FeRE E B AR L R R E IR W] Be A BT RO
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HAEBRACAERBIA 7 SR E S,
WA e AW AT 7o MHE fle R i 08 — % IR
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e AR M EES 55, YRR B I AE R T Ge
5 T AR A E AR N 4) . ST M S 2 B Samir
IR BB VR B, AKIFNADHHI Mk Ak
BWAZRIE, SNEMERIINADH & A R
AKIF RSP o NAD+M Sk B R 45 90 S il v ph gt
TR A% bk L #5 %2 [ (quinolinate phosphoribosyl
transferase, QPRT)n] i ik 4% 15 AIE B ¥ 77 /£ AKT
HORIES IR EA, HQPRTEAL AR Bl 1 7= 4

8 B (TRP YRR MRS JESTRRIREEE AR (Nam)

T\

JHERARIENS — % HEBERE A% H R
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TARRRIRIEVS R R IR RS A R
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IR P HE R 5 AKIL 2R I ACRE R 5 DIAH G, T LA
1B AK DB B O I 45 K B - R S A AK AR
FITEAL B 2 . AKTHNAD+A M Sk & A it 52
B, BT RN LR . —IUE AR I, LPS
7 3 1 AKIAT i75 5 PARPs % 34 3E 11 JE N A D+ 1
Feo IXHLRINHIPARPIL B 5 Ak AT 4035 B I e AR
W, AN HEI ARG R JORE P R,
Manrique-CaballeroZ P2 R B, £ ki iR T BE 52 45 )
NAD+#E3 5 AKIE D e B I G, #Hfh 7
NAD+H] 5 308 B ThRelehg . H4h, 3o i
AN TR/ BUE R BT A 2otk 1A 4 T M
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fe, BARRI N B /NE 0 X DNASS, TR
I} BRARG B IETL-64  TL-8 A TGF-B1%% 4 5E R 7 21k JF
WD NG D, BRI LI, DU BB Lok
HEST RO MBI I, Rk A A KR
K FPGC1ar] FENAD+M Sk & ilcig 2 rp a4
PINamA: T AKTH DhREWE & L s fE AR 45 b
BTk, AKIFFNAD+A /K FFEME, TMINAD+HERAS
HRPTECsHg AW HIM K, i IMNAD+K
F, AFELS TNADHHTRY) BT i Nam n] DLERY B IE
T2 . I ThAEAC A TS A TTNAD AR
WAL RIT 2 AT BE 2 NAKTS K. TR A ia T 4t
et -

6 NEE5RE

AKIF 40K 2 48 B DIRekats, Tips A6 7 AKI
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T W AR E W S 25006 97 8 AR A A e 1 B B
PR, AR 22 B2 N T A W R R 2R A
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WAL bR B EFEKIM-1. NGALZ T3% W N H T
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— R KA, 2 A IR AR I W] AR R AR AR
1o NEIIRRB-SEAAE R 1 v /N b Rz 40 i 3 23R
R, TEAKURZERT, ARMIEEB-AIhRE T8,
Sl G WERE AR, AT 2R A A AR Y A A R
HGEE N, AT e — 25 B4 B . o D REAR
WS T IR R AR DI Re R KR R A T8

AN AKTHRIF AL, ] T R BRI S e (it
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At M Re E AN, EFLR IR A e 3
W B A JOE B L ARG, SRS A2 4.
B @ AR A AT B T T Al AR 7™ 2 5 A 93
Ja o BRUCLAAL, B AR 4 15 2 2k BR AR 1 i ke
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AKTF ™ AR . 8 2 2 A, il dnidid
B IR R T W REA BT R AKTH T
Ja. Bz, ThEe AL A AKT I PRI A B A
B E AT, B R U 5 S WA S
AKT. VAt 15 ™ EAEEEATUS IR DUR G
JTHE SRR . AR, ThAE AU AL 2 AE AKT I
PR PR g i s — e Bk e, 9 b AL 1 0 B 7
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