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Role of Liver Fatty Acid Binding Protein in Kidney Damage
Induced by Aristolochic Acid in Rat Evaluated
by Perfusion of Isolated Kidney

ZHOU Qi, ZHANG Ze-an, JIN Ruo-min”
( Center for Drug Safety Evaluation Shanghai University of Traditional Chinese Medicine, Shanghai 201203, China)

[ Abstract |

damage induced by aristolochic acid in rats evaluated by perfusion of isolated kidney. Method ; Rat perfusion model of

Objective: To discuss the relationship between the liver fatty acid binding protein and kidney

isolated kidney was established at the constant flow of 5 mL-min~'. The control group was administrated with normal
perfusate , while the experimental group was given aristolochic acid (7 mg in 50 mL). After 10 min of perfusion, the
perfusate and urine at different time points were collected. Then concentration of K,Na,Cl was determined and their
clearance was calculated. The content of liver fatty acid binding protein was detected by Elisa. Result; Compared with
the control group,the clearance of K and Na in the experimental group given aristolochic acid began to decrease from
(99.54 £14.55)% and (27.93 £6.66)% of pre-perfusion to (33.16 £9.59)% and (9.70 £2.62)% of 30 min
after perfusion respectively,and liver fatty acid binding protein immediately increased significantly from (7.42 +0.12)
ng+L ™" of pre-perfusion to (8. 18 £0.47)ng-L " at the moment of after perfusion respectively. Conclusion ; Liver fatty

acid binding protein is superior to the clearance of traditional indicators in the evaluation of acute tubular injury

induced by aristolochic acid. It is an early and sensitive biomarker of renal tubular injury.
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FECHLIRFE I T, e B I O R 1 Sk N
IR %E (acute tubular necrosis, ATN) , B /N “ #RAE”
DR AR, SR e B A R SR ATN A,
AAN B4 40 j /b, 3 2 4 K A F (epidermal growth
factor, EGF) 3 ik 1%, 2 3 o W] 8 0 01 15 )= 18 B A
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(/N3 535 B, A 2 1 B 2 0 14 400, B AR
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aristolochic acid nephropathy ; perfusion of rat isolated kidney ;liver fatty acid binding protein

34 ¢, L-FABP 2 B [ 1y AAN 1y bR 5,
FE AR WA GE . A SCER PR AA X L-FABP Y352
Wi J L-FABP [y 73] 10U A 1, A 3060 HR 7 7 i
P RESL AR A
1 &1
1.1 zh¥ Wistar KK, (300 +20) ¢, e, i E
P BE 2 R AR g Wy S g bl 4R I B R IR S SCXK
(3/)2008-0016 , 75 it &% , 7E 23 CHEIR ,12 h/12 h )%
MR R0 26 A 3%, A B UK .
L2 259 Rl HyEsm AAA) WA RS w
VAR A R A, 4 98. 84% , AA ¥ W] Krebs
VRC L7 mge (50 mL) ~' o K RIS U MR 25 4 & 1
ELISA 10 &4 R&B 23 w), HoAth ok [ 7 43 #r 4
1.3 BERWYA N,  Krebs ¥ (mmol-L ™', NaCl 118;
KCl 4.7; CaCl, 2.5, MgSO, 1.2 ; KH,PO, 1.2;
NaHCO, 25; Glucose 11. 1) 4 %#E ¥ & , Bic #l J5 0. 45
pm FLAR IR 38, 94 pH 2= 7.4, (AT 1 h & T
37 CIHHLEFRA 95% 0, +5% CO, HIRES..
1.4 SCEE A E B AEE  ALC-M B 44 B I #E U
HE (L RRPRE YR AR A ) ; ALC-B6
R (L R B A I RHCA FRZA W), RM6280
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AL S mLemin ™ fH B HETE ST AA L 42K
50 mL, 28 P4 %0 B8 2 M S T OF 4 8 R0, R SR E A
10 min, 7ELA 2500, 255 B0 %1,0. 5,1 h, 43 51 i
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A ELISA Jy A JR W L-FABP ¥R FE

St oy

TR EIE L o« £ s Fox, A SPSS 13.0 for
Windows St it 73 7 #1447 58 11 2 4b B, 41 7] LE 5
Mok, P<0.05 HEitE L,

4 #R

4.1 AA KR BB E E AK R JR MR L-FABP Y BE
o R WE T, SR, 45 25)5 0.5,1 h JRIK
L-FABP ¥k £ 525 4L EL ¥ A B T, B B 3% St
H2EF(P<0.01), 4 A S ME, US40
JEERARP R AN H 5S4 L, 5251 %1,0.5,
1 h R L-FABP ¥ Ftm#a s H LGt = 2% 5.
4.2 AA PR ERE IR B ERAR R IR T K, Na, C1 &
TFIRER W 50 WL, HERAZE0.5h AA
HHERFAE TR, 5SS HAMEA BE %%
B, SAAHLE, SO %2)5 1 h A2
TRE(P <0.05) ,AA 204525 )5 0.5,1 h 8 Br R
BRI TR, HA G #2E L (P <0.01), #E
Y5255 0.5 h, AA AN BRI T R, 525 4
LA (P <0.05), &4 0E HELE,AA
HAEL )5 0.5,1 h BIEBR R A 4V B~k
(P<0.01), HEWAZHE0.5,1 h AA 4L FI28 A
BRI Tt 5 2 g, Koy 55 4% 4 45 25
RIAH L, ¥ G %2 5

F1 AAMAKRBEEEERERR L-FABP f18 W . SEFERENIZM (v +5,n=3)

I 8] 4 453 L-FABP/ng-L ™! HYE BR %R/ % B bR R % A BRR %
ki) 2 6.98 +0.98 108.49 +22.55 27.38 +4.84 13.92 £2.80
AA 7.42 £0.12 99.54 +14.55 27.93 +6.66 14.56 +3.76
2GRN 2 6.58 £0.61 114.17 £23.79 26.78 £6.18 12.55 £3. 14
AA 8.18 +0.47% 94.64 +35.68 25.14 +11.04 9.84 +5.36
%P5 0.5 h 25 6.35 £0.26 100.38 +18.38 24.34+6.22 7.89 £1.09
AA 8.13 +0.86% 33.16 £9.59%% 9.70 +2.62"% 4.81+1.42
25)5 1 h = H 6.75 £0.32 65.56 +26.31% 16.41 +6.58 5.61 £3.32
AA 8.24 +0.25% 35.52 +31.39% 10.80 +9.71% 5.36 +4.75

W HEAME P<0.05,2 P<0.01; 5415 0 BAZRMILY P <0.05,Y P <0.01;AA BARER DI 7 mg- (50 mL) ~' FREEHER

10 min,
5 it
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JIE e S0 o A DR L AR TE G AR 3 18 R R R
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KRR E TS NI R . M L-FABP fE45 2}
B Z2) PR v ) e B BV BH S8 T L AE OB AA 51
ANERI I, uL-FABP 4582 1 B 28 T Rk, 28 AL g
BT R 2 X BB AA HAE4525 0.5 h,1 h
BF, B FIHRR R T R RN R 525 N &R 2=
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S, AA L2k 2 T BB B T R R AR N
AT FR AR, S RE A S 3t S ke T A 24 ) B A 43 R
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