ML ONRDOER

i SCRH H The establishment of assay system of renal senescence

and its regulation
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[ B i AL OFFA R AL ~1n vitro~]
ETEA MR T 2 EHE R TH D, b MEMRME kil (RPTECs) 2 HWT, fHMUEEELZD
phenotype Z #8123 L7z, Z Ok primary culture TH Y, fFRZEVIRTZ LICLV HRLIZS > T
< (replicative senescence)7=%, fACEIE R Do nNE &L 2NV EETTEDEWVWE RT-, ELOFEMIX
RPTECs (2B W CIIEREFA 725l IR #E T H - 72D T, senescence-associated [ galactosidase (SABG)
Yutt 33 KOV, cyclin-dependent kinase inhibitor (p53, p21, p16) O3 H % mRNA, # L /37 LUz CRHM
L7= (#3713 pb3 D), replicative senescence MAIRAETIL, Hi carboxyethyl lysine(CEL)HUiA%
TR LD, 72 LT AGEs W& L T D Z & 23R S 47z, RPTECs @ passage 3 & passage
10 b4 % & ﬁ% Z#%# THEALD phenotype 2N L Tz, M OMFZEITMINE 2 D7 - 72 EBRThHh - T
HEME Ol b D TH> THORMOKMAZET L Z ENMETH o7, FITmEDORE LR T 52 L T,
etoposide 23RS ERCR 2 BLIRIEICES LD Z L 2kl LTz,
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HHIZW, v hDOBEEBAEARIC TEIEOMB A R ZAIZ OV THRET LT, 5 ANOBMBIIAFRNETH S
72, YRABEOBE CEEMETSTIEF O S, BEEOREOBREZVEFICRE LT (BAIZIX
eGFR>60mg/min/1.73m2 (CKD stagel~2) " DJR¥ /37 =1g/day), < DOFHkIZH T D258 & L HICEL
THRRBTFHE bR Lo, #ERE LT IC RO FENEE  (interstitial thickening) 2388425 Z & 23
biroTe, ZHIUTBHEE RERFICRD AL D IRME OFME - B 2 1F 5 O F AMEORIERMEL & ITR2R Y, R
AHAE DRI AU TUNZR DS B PR MR oD L JE IR & JRAMAE 6 B L9 (peritubular capillary) (22 - THEAK S
NAOMEDOHBIEET 20 D THDH, ZOEIT M & & HIZHEML, sWHER S 5 Z & hbho T,

[ gD Z AL DR R O NL~in vivo~]
BT v N2 HWTHEBIEFE L2 L RIS L2 C, MO Z LA e Lz, Aok LOFHE
e, 14 r A RWISEREE UCRHE L, SM&ERIE 10 B & L7z, RMIEERE CiL7z LN CELIC
K5 ™I EME R DFERND AGEs NEEL TWD Z LB ERR SN, BBRO X 5 RF iz T 5k
%E"J”Eﬂ::}bi(}, SABG ¥4, p53, p21,pl6 ® mRNA B LN X7 Lyb (X 37 (X pb3 & pl6 DH)

TiHMiiL72, 7 v POFEIEIZEB W THE NBEAERTRO LL7-MEE (interstitial thickening) 723#1{k

H# IZFRD B, EHICBEE O SABG 440 CH NEIC X 0 BEYEREI SN L 7=, F 7= p53, p21, p16 ® mRNA
TRTHRAEEICHEML, £72pb3 & pl6 # /"7 LRI L VN L T,

[glyoxalase 1 DHAIC & 2 INEHZEAL ~D 2 ~in vitro~]
Ak > RPTECs 3 X WY etoposide % V=7l 212 T, glyoxalase 1 % overexpression & % & knockdown
9% Z & THIkR D phenotype (22D H 2 & fgt L7z, GLO1 @ overexpression |2 X - T etoposide (2 &
% RPTECs ®#{t® phenotype Z #7325 Z L3 TX, F7z siRNA (2L 5 knockdown (Z XV ZDENLD
phenotype 23H858 L 7=,

[glyoxalase 1 DHAHIC & 2 INEHZEAL~D B ~in vivo~]
glyoxalase 1 @ transgenic rat (GLO1-Tg rat) Z{Ep L, EfLBIR glyoxalase 1 M overexpression (2 &
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KAFT 5728, B TO GSH HHIE L7722, M X548 ERBAIERBD N7, 728N SOD i%
PEARET D &, BRI TAHERITRD bRed 72, GLO1-Tg TIIMENC & % RIEE2 85 L, SABG %
GRS L, pb3, p21, plé @ mRNA L-ULENNAHGHI &4, £72 pb3, ple ¥ 37 &N G 4D
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EBREWD SELEME D2 L &R LT,



