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Research progress on the correlation between NGAL and kidney disease

CHE Chun-Hong, ZHU Guo-Zhen*
(Shanxi Medical University, Taiyuan 030001, China)

Abstract: Neutrophil gelatinase-associated lipocalin (NGAL), a novel member of the apolipoprotein family, can
participate in the repair of kidney damage by means of regulating the transformation of renal mesenchymal cells
into renal tubular epithelial cells, inhibiting kidney fibrosis, and clearing oxygen free radicals. Studies in the
domestic and abroad have revealed that during the initiation and development of kidney disease such as acute
kindey injury (AKI) and chronic kidney disease (CKD), changes in NGAL levels can be detected in urine and blood
before the change of traditional renal function index. It can be seen that the detection of changes in NGAL
concentration is of great significance for the early diagnosis, treatment and prognosis of multiple kidney diseases.
The biological characteristics of NGAL and its relationship with kidney disease are reviewed.
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1.1 SFHFESFRERR

N 2K NGAL 3 [H 52 17 T 55 9 5 Yt th K i
(9934), HPEDL, 4KZ5869 bp P, LA H
198 NN SEEFR IR B AL AR, AHXS 2> T B2 25 % 107,
NGAL #filff “EIRE A E” 451, BN KUl
310 18, C AN o EHE, 1 im b 8 B T4
B AT B IR B B FT 2 A (B barrel) dR IR 51 &5 44,
W% B 152 R B A R AR R R

NGAL mRNA = ZLA7E A 2 (1) o 1 RL 41 2%
1%, NGAL WK A7 7E T i I v R 20 e o 4 Ak
YRR P TR o . NGAL LA 3 B [B] 1T s A7 1E -
25 kD itk 45 kD [AY5 —BAA LK 135 kD B —
R P, 2010 4, Cai 25 St RAS R B 10
FR Wi b AS 36 4T Western-blot £, % I B A4 K7 S s
TRMIER NGAL F Bl B /NG g r=2E, i
A Y5 AR X NGAL U B R 40 B s 7 7= A
A A BN, A NGAL A2 R H L0k
AR 4 A, A SIS A I PR ¥ NGAL (141
T8 NS I PRI 905 HEAT % 112 T
1.2 4 1BIhEe

2013 4F, Singer 25 Y f5t %8, NGAL 545k
PP FRARH . AU T IRIRRE . R
RE SN AL 2 2 EE A S LA B Y A
BNIE K
1.2.1 NGALSHUASZ . BeBiARH. R oc R

NGAL Xf i JE A P LB A 46 - 4l 7 2
BERTE SR E AR D, 55 g MR TR P
R KBUR# s NGAL 74E T 555 fi5 SR A )
A RBINRAN (/Mg R4 )+, 3515 E
Bl s NGAL A pH ik B 45 8 v A= o 0o 41 B 2 g i
b R AT R R BIMA R IE . BRI RES B 41
K TR K B A . MR HIESS, NGAL #%
D1 3 TR SR o 14D /0N BT 2% B B M AT B J e T A A
J&, ELFLEPAE AT B E AL TR EEE, 7] L NGAL
kG g BE EDIBR O,

NGAL ] “# I B2 7 4587 v NGAL
IEHBK Ny PR S0 A Y, NGAL fEfiE
5 AR P 5 A 3 gk Ok 4 AR A SR LA
2011 4, Auguet 25 P W RBL, 7E 90 52k F
BMI > 40 kg/m” ¢ BMI < 25 kg/m” [F) A#EA ) NGAL
AKFRE R, L NGAL /K15 N\ A4 B 1 40 i ) A%
BEIEMHK,

WEFL R B, MMP-9 1] i i B4 fif 40 g 40 34 i 2
5 il 4 i 1R 12 5 86 82 ', NGAL 5 MMP-9 &
IR RS, PTEE 5E MMP-9 [ fi@ 21 A 5 i
st U BAESsEse R B, NGAL f/NRIF]
VR W) (24p3) F1 K B [A] Y5 #) (neutrophil related lipocalin,
NRL) 43 375 175 5 /8 B 1995 A0 K BRCAL A g ke A ek
P v k4 21 B AR ™Y, AT IE S8 NGAL 5 i 8
IR RIEFN LG AT N B VIR R .
122 NGALEBE#HMHEEMN L ZH

NGAL 5B ke 50K, EEaH
PLUR 5T : NGAL HIEk 45 & Re IR gt kit N4l e,
I 2 5 1 1R U R T 7 I FL B P A )
705 40 0 1) 1 N b R A i B Ak i R o k4 R B
YEF By NGAL & AT Ll i 7 5 b Bz 40 7% i bR
BT UAR T, TSI ) 78 5 A A ) B N B
F 4 Ak R AR U NGAL a4 s N
b R A M R B EAGAE DR B R AT 4R I R
NGAL nJ 5% E B,  H0E A T AR
BORRL, MR X ML A4, A it s
Zi EPTiR, NGAL 5ERMIie 2% VIR, A
HE RN NGAL 5B NEBLR, K
PRFLAE 22 B A2 0 7 ThD P R B F A

2 NGALZEBEEFRTRIZENE

EHAFIRAS T, NGAL 7E'BH b 3R ERIA
T T R Ram i /NE, AT E NIRRT 4
B A 1 9 A P AR v /N g B, R U
1 RN PR VB rh R A BRAR KT 89 NGAL A7 46 il
B, EE MBS SR E R, BNEA X
FLBC K& 70 NGAL B Nl PR, FFH
S A5 AT g B /N B RO T BEBRAI, AT 3 B T
() “MPImPR” BB 4T, PRIBS I Hh  w] Al )
NGAL ¥R ¥4 1.
2.1 NGAL52%'S#i15(acute kidney injury, AKI)

AKIT 78S BE_E DUV B /N7 R0 B (] 5T )3 AR 2
REL, WERANERAS B KIE i2E, AT
SV B M B T e 3 1T E R I AR T I
o A RHFFEMAESE, AKIFEfERE B, JoH 2
ICU S I R % ik 30%, XA 22 140 6
FEToE, T HRME AKI vk E, 76 HERENE
& IES9 (chronic kidney disease, CKD) 3 it
iz AR R R A AKT g ABE ™Y, W) R S
AKI F45 7 F IR B A HEZRIEIRE X £
I CAUESE, NGAL MY AT R 12 AKI, Jf H
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BEE B BB FE S BB 0, NGAL /K P2 ETHEa A ™,
2011 4, Paragas 25 UV 9¢ 4R 5 FE K46 A\ NGAL
FEDRIRESK 7 42 NGAL iy BN BB, /N U
BNIKIE A G ] 3~6 h, KIEHIIN 10 £, fESIML)S 12
h, NGAL ik jn 25~80 f%, A L NGAL %X %
125 A I O S i B ) 7 A S ) R Y 2 T
Bi. 2012 4F, Han %5 "7 @ IR 2 b5 50015 B
KBS, K 3~12 h J§ NGAL mRNA 7& & /N
bR HREEE B, SRR NGAL 7K-Fh[H
N SARE
2.1.1 NGALSE#ifE. 'BHA'E 5EHEAK]

I R - AKT B3 5 22 45, R e 51 3 67 B AN )
AKI A[ o B Rt BHAE e — BRI
A G MR A 2 FEUN S =258 (a0 i LEF T
EE R EIR/D ) BB AT AKLL B AKL NS &
PEZGH . LA R iR . R PR 5 S U B SR
i, A AKT W4k % T 2k RSB, IR b
BB AT AKLL B M AKL A1 S 1 AKT (93697
HAEREZER, K, F %0 AKT B9 R4 5
YBITR CAE M. 2011 4, Singer %5 'SVl KGN 145
2 &G R 8 AKL 3 I R NGAL /K, K
PR PR ¥ NGAL 7K > 104 ug/L N, 3o~ 4748 B 1t
AKI, fi 7€ J ¥ NGAL /K °F < 47 pg/L i, 5§ i
AKI ATREN BT R PBEAG, SR NGAL /KPAE X 20 B i
PEFIE P4 AKI ) ROC #i £k T AR 8 0.87, 278K
TR NGAL 1E 4 By % 1) ' 107 14 A1 'S 1 AKT 1 BA =
BAEH. mKIRZ 4B A8 &k, w5l & E
AKI, FEAFFESEEIARLA . bR, &AL
PUEZEE. 2018 4, — IR T# %8 2 (colistimethate
sodium, CMS) Y& 77 2 B ifis 24 [ 55 22 P P AT 17 Sk e
Fr S B 1 AKT (BT, B FLPEAL T 109 B4
CMS JAIT K, R NGAL /K T-7E 56 h 16
TH AKI [ 28 R TAA 0.796,  BUBE FIES 5 14
55 9 N 69.2% F1 90%, BT M, Ifil ¥ NGAL & it Jli
CMS 512257 AKT - A bsEY), 7T H
TR S s B R A, b B I B AR T B AT
Retk M, R 5 I AKT 248 AR B Bk N
16T (PCI) B™ B IEAME, @it 44T 168 #4552 %
1 PCI FIFsE RL OS8R B 2. 64 120 24, 36, 48h
PR NGAL 7K1, &I & A AKT [ 20 41 4 % JR
M NGAL 7 2 h i1 6 h B2 3530, 7L NGAL &
W5 ) AKT [ 302 18 2, 2014 47, Urbschat
25 P oMt 53 il RS S A 4R e HE AKT R A
52 {51 4 1 DG JC 14D {8 B 5o B 5 1) fL R 2 PR NGAL

FE B 1 (Kim-1) KF, RIVE JEHE AKL 4
I e ok A IV % R v NGAL /K-~F B & Tt e, 2
Kim-1 o3 257, v WA 2 NGAL [13RikK
SRR BN A AKT iR, i3 — D4R RIRKIATT .
2.1.2 NGALTE JLE AKIT A 418

210, FEHRERV, 2R g &R
WA ED T T RIARILLE AKL, HHAR
TG ER - 1zadi 25 P %} 37 T R HEAT 2535
MR BL, FENBERT 6 h T )LEE 4T IR NGAL 7K
SPAG U AT AER TN BERT 48 h )L AKIT R AR
MM 7E 2016 4 (1) 73 4 — T & M35 NGAL 7K (1) 2%
KM ORI, IM3E NGAL SRS LN ) B
BT 12 h iy 1, 2018 4F, Bostan Gayret 2 P fjf 55 &
B, NGAL 5 AE R J AR AR O P B 45349 2 VAR O,
TERE S 80 BT AKT JLE B #F d, R NGAL
KPR, FRB NGAL /KF o] /5 i 2 JLE AR
PEFISE AKT (FIARRA A bR S . AT LSRR I
75 NGAL 78 F )L # AKI & H 5 f5 75 1 4 == 240
18, I H R NGAL 7E T JLZE AKI J5 T 5 A AR 35
2.1.3 NGALAEQETF AR J5 AKIF H 48

O T AR I AKT 2 0 JIEF AR 5 15 09
RIE, HTRHEDREDRSZ, KILORERS
TAEE NI AE PR Y BUR YT AKT 38 AT AE
PEo Parikh 25 P %t 1 219 £ 852 O FARKREN
BT T — DRI 2 RO BABIRE TS, R BRI B I
¥ NGAL 5 F R J5 AKL A=<, I H 53 B & 1.
HHRE WE 3995 D5 45 B B () B 0ds B BXCAE T RS BH A AR
. Antonucci &5 P i — B4 8 T NGAL 7E Ifi.i&
JULTEF 384 2 A1 fF) 24~48 h Py D AT 2251, &0
AT AR AH ¢ AKT XU 1) 3 R NGAL /K6 B T
U2 AKT, I 91l PR 2= A= S it {5 453 4 e /M
TR B A 5 5 (0 R T TR SR A AR AR
2.1.4 NGALTE AL 53 AKTFU A {8

AKI 2 R AREE AR AL B8 35 1 P 8 9 RRE, 7
FFAE AL BB v & 3R ik 19%~20%"" . Gungor 2
3T T ML K PR NGAL K78 B 4 A4k s o
ER, B NGAL A AT ST A A4 28
A AKL, i BRSPS B F st A B E A O,
$278 NGAL fEF B i A E B FH R BA TEE )1, B
BT IR
2.1.5 NGAL{EAKI'E & 186 J7 (renal replacement
treatment, RRT)H [/ E

AKI &8 KA EEE T+, RRT MR IHTF
FRTBEARAE TS, {H 5 RRT MK I &0, WS
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AR MR e 0 XU 32, 75 AT I i B 4
RRT JF % 5 %, Klein 25 ™ %} 15 928 44 H i & %
PEAG 13 B[R AEP0AR B Tl AKT B RRT 247
T RSV, 13 PR B R BN B
# C. A4 F 18, P E R 5 A B C 45,
RILNGAL & B A 5 2 uE i W AEbs S8, R
JRM NGAL il RRT 597 1 ROC #iZE T [HAH 73
J9°0.755 F110.72, 7] W, NGAL 2 7iil] AKI #3% RRT
(R AR B o
2.2 NGAL5SCKD

R E X CKD &% 2 B i & T Rk B 4
HiRAER, FE CKD E#& A 119514, A4
MO 10.8% P, Yang 2% PU 473, NGAL 5 CKD
TREL, AEBERRAROC, 2 —FRPEN 1 Dh R AR
J& K I CKD ik ALY b EA
2.2.1 NGALZECKDiZia " HI M H

NGAL M2 AKI [ 7 ks B4, 1w B2
LG TgA B BEIREE R IRIETEE &, 181
B /NER'E 98 55 CKD [ 5 AR I 7 ROT AL S FR 4t
48 B, Woo %5 B3 40 b1 T 31 % CKD 3% J% 36
il fedt JE & 1 JR I NGAL 7KF-, K3 CKD i35 Rl
NGAL /K-FZL0 & T E#, JF HJRW NGAL /K
- 5B /N akg L R (GFR) £ % 1M1 5% . Rheeh 5 PY
il 7 121 406 A B2 N TgA B s i
15 M PRI NGAL 7K, R IR B v A6 s 10035 A0 PR
15 NGAL 7K-F Rp b7 o0 B A st e (B Mt e s S
A eGFR>50% Bt & 2 4K IHE 9 ), #78 NGAL
AR AT TgA B i 13 0 e i BURFE b . B
PRI B T A i PRI U e RO 2 —, A S RS
WE B AVETT N BER) 20%~40%, FEXT 144 151 2 4
PRI 838 Je 54 5% BN PRV % I3 NGAL /K~F
PIBETI 90 R L, NGAL ol Fidl & (R, HalfE
HE PRI B R W . HERAARR AT
B RGO BORIE B BT R ST R )
FHSE, B /N 1) Jo 451 S T AR I T
A EEEH. 7K EH, NGAL nJ{EANX 5 &
G BRI BB T R B A AR E
Hofge I 5B 13.66 ng/mL, BNy 92%,
SN 75%P, Satirapoj 2 PT T RRHE— 2 48
7R NGAL {1y —Fft s B /N 8] 53 452 55 1) 2E 4 2
febr, RBRIMEAME C3 4h, BUFIATE N IRIE
PR % BB F A SR IT R LT AR &, IR AL
A T RE TIN5 SR YT J5 A R )RR B Kraydaschenko
26 PSSk 81 3 I R W12 18 1 B /NER S 48 (chronic

glomerulonephritis, CGN) [1] & 3 43 5l i3t 47 IfiL 375 A1 )R
W NGAL W58 LK A 200 # ks & R I, CGN &
15 0L P BB B W 1005 oA B, B T
B A YEAG IR B 5 T JR M NGAL 7K 7 2 1EAH
7%, HIMIE NGAL 78 ) B 6] i /N 4 44k B A
SRR B W TR 2R IR L2 s i &
5508 RIS 155 B 4403 I 2R NS Ty i 0k v ) B
fal R, HAHPARM, NGAL LM E#H CKD
BERE (ST IR R 7 B 8 EFTR, NGAL 5% Ff
181 B I IR AE . R RIS, 8% NGAL
AR IT, A B 52 W I T RiE 1 Bk
i, AT 21 TR B 2 5 2k g 1 1
222 NGALSE R 44k

25 T B AL 3 5 00 1 A U R S 3 2 AR T
R4k, NGAL W] i 40 ' 18] Jog 21 444 1T ek i
PmERE. WK, KR NGAL IR SRS
NEE TR, HNE R R AR S R NGAL
AP B B B fE T 109 BRI
2N 50 154 e N HE B0 i PR A 9 vt gk — A IE S,
TE BB /INE TA] B AR R R PRI NGAL 7K~
m AR AR B, R NGAL 22 WiiEs)
PEB /N IR SR AR I R ar 4 RS B BT, B F R
o A2 BA 1 U8 BRI A AR FE I St (FRAEAE
BRERASITE, BAENE IR EA S EE
252 W, ik, NGAL fEA—Fh R, o). fEfE.
PREE B AR BN SO /INE TR B AE X Il R 1=
AR EEME YR EER L.
223 NGALSZAKIA'E )i (end-stage renal disease,
ESRD)

ESRD & 1814 5 IE s 1) s 24 B B, HE A
ST TR ENT (MEREE N MUE AT ) AE R .
KRR I E E IR RORE IR A, = B
FKAERE 097 R FET RN E R, H
W ILFHERHCE A5 i 2 R E B, NGAL fE A —
TR S R M G928 rhke SCRRAE FH 00 A Wb 5 0 i A
A LS W IR 48 . Martino 25 ™ 43 BT T 182 19115
JE I AT B IR B T NGAL. C RN EH. B
B R T B 8 P TN B, A5 R
A A NGAL =2 M & A SZ B 7, BeE
A6 14 A % NGAL TR 5V R 96% . #5325 Y
BV T 150 BI4ERAVE MBOZE T B3, KI NGAL /K
5 B MBENT 2 S B EAHCE, B
FEHTRBRE N, NGAL /KF 2 L FHass, A5 mr
fie 5 MBE T B N IR IEIRSH K. FHCHE
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AWK, EETEBEFANEZR S, JRE
NGAL & AR 5 AR5 B Dy fig 2838 Y 51 I 1a) A
2%, T FLIME NGAL (13 BE XS I BT 6 y7 i HIL I i 4%
HAE %% U, Ramirez-Sandoval 25 " i 5% R IR,
TN SEAT EBEFARM B S aT R E I
RE (B e A R, IV BRI NGAL I8 & 1 7 =
2 1 AE NS HE B D) Re PR R TN Rl 7. 27 LRk,
NGAL 5% KIAG WS RETTBRGHEXR, A
Him F 2 KFEATT TR E NGAL 725 B 677
HH (1 B F AR

3 lmARKH

H T2 B TR NGAL 7566 - g 2Tk
FUR G e Le ik BB G % Wi B2 (ELISA) &5, {H
RSSO AT IR O, SO R 8 & A I IR
T B S EG J5 v 5 Pedersen 28 U9 % Sk [ BioPorto
Diagnostics ) NGAL ELISA i 77l & ik 47 7 ¥F 4t &
BT, I 255 BRI A% & i e I 25 SR LA AR E
T} HL 5% 22 38 P LA 2. Parikh %5 M7 X 3% [ 75
KRB 849 11 835 B I 5 JWLIEF 5 i3 WL + JR
NGAL W AKI 4T 7 AR, 45 R Eos i
B WL + JR ¥ NGAL AR I AN A 28 38 12 Wy A1
YERIT G Rk, i HLSAR AR B B R R, A]
UL F I v WUEF + JR W NGAL BE A6 2 A 11 R
I AT AT

Ft € NGAL FEAg Fe N i) 1 5 A8 7] Y 5
pelr. EERE. RO IR E EEN S %
Cullen %5 " 5% 174 #4268 7E 19~88 & 1 R & &
FHAT M, KPR NGAL 1E fd FE A FE 95%
RS X JAJ A 107 pg/L (13 pg/mmol), MRS E
T 5, HEEFERPIEM, NGAL K2 FHiE
Fo FMBARKS I 1) Im KRS H B AT T KPEA B 7T
TLLFE

NGAL B4 2 K F IR L3, fERSE.
S Z MR HEE LR, NGAL HIREY &8 A FFE
FE Tt . Cullen 28 ¥ x4 52 451 (1 41 i bR 32t 47 3 #T
RILEAH PR H NGAL W FE W 8wy, $em B 4iil
PR B4 NGAL 7E 2 Wr AKT i 8 H i IR =
JiXF NGAL (PN IR T 120 1 B B, 4 tH 3l
NGAL & EFm, MULEF. JREREE LR E D)
e B A v A0 10 G B, B REXT &5 R AT T
I AR % Gl AT 10, HEis A & — iR, [,
TEANFIZIRARES N NGAL PAAS [E] B AA7E s sl
RN AR A, I THREEZ T

4 FRMRE

25 BRIk, NGAL ff 23— S Wi /INE [] Jog 4
DI ZEM AR &Y, S5 T 2 MR BEZRWE 1K 4
KRR, WTUONE RS W, A AR A
Wr K R B R Bt — € IR S HE . HEE
SRR 22 R 5T, NGAL M EMAEE D Kl
PRTARS Frlal, eI AR A bt 2 5 e (4 3
PRI 5

(& % X #
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