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O 90 % B 'F %5 ( aristolochic acid nephropathy,
AAN) BIERASE DRARRI NP ER M FHHN
BRERED ., 1964 ERNETERBET AEH 2
HHEEENES BHRIEBEEZAN ZXE, H
%| 1993 4E Vanherweghem JL' & T M I & 45 4 B AR
REAI BCHBELRR T RN EH, SR
AMEREABIZER. EERNHREAETSR
RmOEMLERRTERNEEFRERXCY. A
REBAFLHASBILER S SRR RAPES, A
HEGYH A LYERDRAFE , FHREZHPE
PHMEMER, Fit, RARSTDREARNY'EFHE,
Bt SRARER, e BEMARINNEREXRE
HEER,

1 ELRRMATEARTRAAR DRAR
YT EAH TR MERY HEEUNE O REL
MARE 200 RF,KREE 40 KF, FHOPHEAFDR
BREAT KWEJHE.XAH.FERN KD E
. HAPRAERBEFAL ARPEL KEEE
. HEOLFESIE, SRR (aristolochic acid,AA) &
—FAEREE LS, B 3, 4- K A -10-58 -1-3F
BRWATEY . AA FEUK N8 3 B 358 S L B 55 4k R
GWE N EN DS N B (aristololactam, AL)
AL X T i#— 2 B A M5 K P4SO R HALRE RN R4
BOE TG L DNA 4417 o AL BER AA ZEKAI
Ry, R — P B PRI, HEIPEE
IWhAA B EEHWES N AA-THAL- T, B
* AA )[R R4 B AT 7= B0 AAN A3 R 2R il
WV R R B AL o T — B .

2 GREARBREMABIHE  AASIERETER
ERIHE BRI AT ER, EERBPIEHRAR
DRAMRERRIH TR KU THE,

2.1 HESRGERBEAR AAN BERSTES
FTEEOS WM, FHA D HKEN DB M
megalin KX T HEEHFRA AL RHA WYX H E
HHERGER HEARFELLENEME LKA
Mo W B ERMAKMRIE AT HohRENEQE

feE B M R 4R B B2 IR OB 610041)
EIRMEH X 3%, Tel:028 - 81812214, E-mail ; linfangfh@ 163. com

WD BT M. RATHIE F AA RN B /NE |
HHMLE R R, AA T 3 4RONL 1 P R 38 0, (R
BRI R BRI E FHARGE C,AT R
BE/ME ERARBG, RAKREE BN ERA
RHGREE N4 . Poxdzik A %" F/NE AAN £
BB REHR AA WD EFHEFEHELBEERMKRR
RGNV ERARARGRARACERD
BE-3(EMXLEOM-3)BIEETwNE LR AEA
T SHARERQ/MERBERGAR, 24 AAN &
2 BB N AR T L NE B R AR TE (A R R
R EE EILFR /D E LR BEMARRE, #
 AA R =Y 7E BB 14 40 1 B R B 28 0 )
THRAEHEBEES . W AA MHAREEEEN
VA S AR ARER A RKEFRETREEX,
LiY%" B AT RIS ERDMEERBRE
( Lewis-lung cancer porcine kidney cells, LLC-PK1) & Bi
AA-TRTZ( DNA 45 15, 3 41 Ffg J3 39 BEL 5 72 G,/M 3
Yang L %"V 5§ AAN BEHFHERFBHRRNE, K
AREFREABE TR, XEFESETHE M EK
ARBERR, FEHE AN/ E R4
BEZMH TR R AA 10 TBHRB K RER-T
( bonemorphogenetic protein-7, BMP-7) mRNA #i5/K¥,

2.2 B/ME LB YRR AL B R AT 4 0 IRLTE
Whn Wang Y 2% AA- T 500301k 40 35 57 19 RURAR
'&/NE E B 4 i (renal tubular epithelial cells, RTECs)
B9 % B/ R 2K 3 ) B ] i RTECs RA WL &R
B o-F & WAL 3 A (a-smooth muscle actin, a-
SMA) ,MABRBEEARB L. WH AA- 1 TERE/NE
FEAREIERIBRARAR, #—FRAREAR
AA-T1 H[i%S RTECs ¥ ix# b4 K HF B, (transfor-
ming growth factor-B, , TGF-B, ) ,Smad2 340, T Smad7
RiET W, HR%FHER TGF-B, &4 # (SB-
431542) W fff AA- T %549 RTECs %t LA 4F 45 40 L 4
WRUERENRER D, XY TCGF-B,/Smad? 55
BREBE5T AA-1 R ERAREMMUEE, IR
AEMMBR T RE T /ME LR AMS, ¥ H BF 5 W
A R TR R RS EAH. FRE" R AA
B A S 6] R4 4 40 M8 (human renal interstitial fi-
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broblasts ,hRIFs) %& B8 : AA W] {fi hRIFs ik [ BRI,
TGF-8, ABMEKEDMHA-1 £BRECBHRAN
HIF-1 gy A 0, BT AA TR 3G R B R AT 4 AR
WAL, IR AN R TR . TR B s b Bk
TE 18 14 D %8 40 M8 ¥ 5% ( chronic aristolochic acid nephrop-
athy , CAAN) K B AU v 28 B384 B /B b B 4 L
A EEEH o-SMA FHYE I LB 27 245 40 M, JF 58 13 B /s
HREIRERILEBE TR, 205 R 1 % 90153
B LUERA T b B AR E 4 L TE CAAN AR P EE &
BB, Poxdzik A %" il U ) & B R MO I U
H X o-SMA P4 40 i ] % ik TGF-B, , R & A 47
24 200 M FF L Y8 T R R 4 TR A, B AR UL LT
Y0, T 53X 25 RE 4RI AL Y R AT 4 4 U 0 2 TR R AR
BIEERR. Yang L %" AAN BRI IE AT
H R B o-SMA [HH: 4% i, TGF-B, S A HLVER
B F (connective tissue growth factor, CTGF) i) ik B
S, WA R col-T .col-IV A EEHHEM
KL WA, X R I/NE b K A K o F R R B0
ERVIRIFR AA BOK 8] BAF 244k i) S B

2.3 BERBRMKRE AATHELNGE L
B B A0 B S BOR A R D, F BE AR A NVE
B2 0 Mk B 3 ) K A L DA T I R T R R AR
fl i G4 . Sun D %7 FE AAN /)RS R i LR
2| 1f1 7 A & 40 B 4 K [l T ( Vascular endothelial growth
factor, VEGF) KAV , B EM B HITHZ K, 6t
HiEFHEF-la( hypoxia inducible factor -1a, HIF-1ax )
Rk L. Wen YI %"V t7EBF 5T AA BAH K /NE
IFERE R B AA W] S8 HIF-la B1FE, WK K-1 £k
£, VEGF RiX T i, X 4645 i B B RE J5 &8 Bk m Gk
H55T7 AAN KIRRHLH .

2.4 HRARFERMILE CAAN BEFERR
AREBUEHBRERRER, RERERELE
AR, AR R R RENT AR AAN W EER
WAL HAES%S" WEE AAN K RS R B 7
REHMRE FEERFM R RRIEARRIEEE B
BHEL AL BEABAIHE MEEHBLD, FER
24 JR i 0 B0 RE 40 MU 1R B AF 4 L R B, Pozdazik A
%OV AR R AAN BB 5T 5 51 B /N IR O KO
ERE/ERARA THEARYEME, XEHRR
REERIEVHFATRES ST AANMERAERR,

2.5 AAEYHRAEREBHERZEE EF
M—RIAEY ™ RAGEMB 5T AL ERHE
AR BT B, 2 0B i 2 ( 40 i £ 3R P450) 7]
5 AA B FE IS, AT AA-T R BHERAW

HAth 7= ¥ ; NADPH/ e o  PASO R FM £ E 2 5
AA I A Wk 5 TR ol U5 S 2 OE D R R R R
LB VT (R AA- T BI% T L DNA Jil & 4 5 53 3 UE 3%
YRFAMR/ANEMESY RSB BERLE
BEHUS 57T AASUBREAMBER EETR, WL
R B3R BT LUE L, 7 R AR AR 46 ALy
WAl E R, R 5% AA KA T AAN, HEH 8
AR AA A A B I T PEAE LR o 13X 2
FIERRHMNMEER AA EYRABHERSS
HRMAENER N EPEEEHRABOENESE
o B A0 M 5 3P4SO B4 AA- T R AL 3 1 5
INB H A=, 25 A O £ K PASO I P FR AR, AR 4L
it AA R ER S TR, MERT AAFESRE
FPER R, Xiao Y %" 45 505 41 (0 % P4SO
B R BR/NRIERH T 40 B 2 & P450 7£ AA B B
MEZEEM, B, 3T AAEYRAMERNESSHE
BB 5% of DR R AT BB AKX AAN ) B 184 s 1 4 F
S5k AA R B0R /5 IO BF 53 0T LA BY 3R A7 3
— AR S IR R R

2.6 DNA & SWIKE LKA £ AAN
SRR AAN BE I R BS TSP, R
HAADNAMEY BABRERFH. UBHAER
X, XHMAYA Y MAKNER, HEMITH
BAEEYWPHEEE, MDY R— S84
MM XENRE , S—FEATESFRTAYRGH
HoRGAENER, MARAARWBREASEHENER
P, BARKEE AA BRI W IKIE b & g & 4 T
KXY ERBREP, ANERFITEERERER
HEREHNBEREET WRE L E, XK AA
BB AT B ML T MR . B ATA BRI
5 AA-DNA AWK BA %, AA T E— R 5| B
ORI IR EE 2 (CYPLAL d CYP1A2) Jfd i A ( % 28 JF
i A1 55 I 04 & fL A ) F1 NADPH (BR B L6 R B8 ) % 10
YEFR T & 8. AA-DNA f& %, T AA-DNA i &4 7]
# ras FN KA A-T B RE G L, & 666 M0k 5
B p53 A8 K IE B SRE , A o 3 40 388 7 3845 o4k
BE BAFBMENEE

WA AAN RIS TiF S8R AA XHFRER
RG—BREMBHTHERR, 5 H AA G ERERG
iRk g N E , B AAN 86— 148 05 15 HE 250 5% it R i
HAME WERERE, BTG YRTIRTHR
Kk, MBRT & R 250 %1 AR P
HAWBEA RANE TR NHEFRIBT AAN
WA BT o
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