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[ME] B8 THREESFERESEHAR/NRRBARRSE TCF-pL MW, 33 — SR RAE
RRERRIE. ik BEEKBES| F=wfLE AR SIS B R0 , B B R RIR A A Bk
FAB/PMRARAM, LA ELISA 78 TCF-g1 MRk, &R SEXAMILE, B4 TCF-B1 7 24,
4B 72hHBEFB(P<0.055, P<0.01), i FHEEBT I RIAM TCF-B1 28, X 7T B 5 B/ MRF
RRAnB 40 B s 2 FRBRUR AR AR B AR T A 6
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Effects of high glucose on the expression of TGF-g1 in primary cultured human mesangial cells YIN Yan-zhi,
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[Abstract] Objective To observe the effect of high glucose on the expression of TGF-B1 in primary cultured
human mesangial cells,and to elucidate their possible role in diabetic nephropathy. Methods Fetal kidneys from vol-
untary induction of labor with water bag were cut into pieces; Human mesangial cells were cultivated with the method
of renal cortical tissue combined eugenic selection; ELISA was used to measure the expression of TGF-B1. Results
Compared to the normal group, the expression of TGF-1 in high glucose group were significantly high at 24 h, 48 h,
72 h(P < 0.05 or P < 0.01). Conclusion High glucose can increase the expression of TGF-B1 in mesangial
cells, which may contribute to the inhibition of ECM degradation in glomerulus and the possibility of diabetic ne-
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phropathy.
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¥ 4L &£ K H F-B1 ( transforming growth factor
B1,TCF-B) fE N B/ MR RBERMEERFZ—,
FEMMSHEEUPEEREEH. FLRFEE
HRABREAETRAEFARBENRRERR
(glomerular mesangial cells, GMCs) TGF-B1 #9433 &
HehZAAR 4k, B R 9% ( diabetes mellitus, DM ) 4k
PRERIREE, T MR BRI T GMCs 433 TGF-B1 Y
AL LL , LA — 5 B ELAE 08 PR % ( diabet-
ic nephropathy, DN) i ()5 3 | AE BEHL A
1 HEMF*E
1.1 8
L11 FESHF DMEM K5 E (£ H Scien-
Cell) , a4 ifL ¥  Gibeo /4] ) , MsCM( & 2% FBS
MsCGS) (3% B ScienCell ) , ¥ J5LE§ IV ( Gibco 24 F]),

0.25% JiE %5 1A (& 0.02% EDTA) (Gibeo 24 7]),
FMmEAEH(#E Amresco) ,/NETIA o-HlEHE
B /MR ATIERE G A & D RITASE
EER DBRAREES ARAER(RNHL
#8) , VIE F—3#5(SantaCruz A 7] ) , 4% B [gG-FITC
(RIEBHEE) KA (RNIE L), A TGF-
Bl ELISA i & (R L) .

112 BHSKRE BAEBKESIFHRERI6 -
32 FMIRILE .

1.2 Fi

1.2.1 GMCsikiMEFR MATREALRES
Ptk s B 3 GMCs, A8 31 LS S I, 40 B AR
BZARR, B 200 BREREM i, W mm
FHR, MAE0.15% IV & B2 R K 49 DMEM {§ 4%
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Bk, 7637 CIEIB RS E RS H AL
30 min B.LFKGE , ARSI, BA 37 C,
5% CO, EFF PR, NE=ZREEHN MsCM
BERE, LH®A3 ~7 R4,

1.2.2 GMCs FEA2%WME EE 3 4 GMCs 4
ERHETHERES,

12,3 SERNLELE KKZE40ZRPRE
B E 40 H8.0. 5% Triton X-100 % i%.10% /N 4- (i 1§
BAEG MG, &N PBS BBEA—3,4 CIKFED
B, W 1gG-FITC 386 41,37 Ci Y6 ML 60 min,
50% 2% v H s, ROE BB T MR RE,
1.2.4 ELISA HERMl TGF-B1 B Ft M+ %4 ¥
ERPHRBARFAR S x 10°/ml EFHTF 96 LK
Eo WEEEAK 24 h DU, EXCH R 0.5% 4 miE
ROBEFEHIESE 24 h, FARIE LR A MR R A
PR3, EFHA(HFR NG) HZHE 5 mmol/L;
FE4 (A% HG) . #j%5# 30 mmol/L, B4 6
YRR PIENFRG 24.48.72 h FIREHE £
¥, -20 CTREFHM, 7™ Hs 3 R0 & Ui 0 43
THRE,

L3 Siit¥hE HERBEIEU(2 2s) RN, N
FA SPSS16. 0 Grit Sk AT REXT B ¢ 0 1, P <
0.05 hEREAGIH¥BEENL,

2 HR

2.1 CMCsTEa%MEEN EHT~10d5,.4
EBWETAIRKRARERIE, & EFHEH
EK,BIAEERARNEEMAKE, 28, FE
SR ES, KPBARBAE LEARARET
memmw JLE l)o

B1 AW/MNRAMERERERE 21 X(x100)

2.2 REFMMFEEER PERHRA - NHE
B VINRERE A NS ED ABEEEA

FENRE, P EREEARE(LE2) ARAE
B VHE F iRk A0, A& R RARIHE .

H2 RAEFWESRABEEMKPE G R x400)

2.3 FWT GMCs 33k TGF-B1 78fk SE¥HA
HH, BB 47 24.48.72 h 5% TGF-pl YR EH
(P <0.058P <0.01), BRFE1,
1 FRxtAKE k% TGF-B1
W¥ M (n=6,%+s,pg/ml)
el
24 h 48 h 72h

4 #

NG 14.516 +4.423  18.683 +5.888  25.850 £3.114
34.266 £2.558  37.350 £3.286
6. 907 5.874

< 0.01 <0.01

HG 22.850 +2. 345
t 3.627
P < 0.05

3 WHig

3.1 HAEKET B R—MAASHEYZE
WEESIK, EARKE R SHEMBH AR R
DRPHEEEEEA . TCF-p £ BWRHE
WRE RBRRFROMAMRET EHRE 1 B2 B
BEIRAR SRR () B /MR /NEELR TGF-
B Hy mRNA K FRIE A RE I BRI, 2 UH
AN SRR R S E B MR B A BRI
ERt B PRXBA TR EXSRTLELHN
B ¥, TCF-p1 LA MR RERNRAEURTFZ
—[, & 86 1% fin 4 i 51 2 TR ( extracellular matrix,
ECM) &/ 1 ECM KRR, T ECM 725 /bR
MRETRRSIBEPREANERERAZ —,
TGF-B1 B5|i& B/ MREELE L EA R, TR BT
Rt R A& AR DR I, R A RIRIX
RmEER .
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B REAFHMAMBARER, BORREY %,
{5 /NER 2 0 i A R AN o R R T B S 3, R
S55R7RERETHEX, ERRR A E NS YKE
AT T BEDTITIESE T #5180 U6E BT B A AR
PER, XS BB TRANEARNERXREAN
Y, BT U AN ERES V&M I
BER EHEEARAEEREOSTAHERM
Bemm A o X T IR SR MR B/ ER R A
MR BEFR S T 3% TCF-pl & fb—E & WikE, &
AR BRBEFET AR RS TCF-81 4
WHE24.48. 2 h HEEAFT(P<0.05 5 P<
0.01) 3 ELBE WIS R0 M MER , RIRGAM S
3 TGF-p1 BEZET N, H 4 24 h BLE b 50
HAHEE P <0.05,48.72 h P 3 <0.01, 2 RpEE
BEFre RIBRE K , T R AR AR v AT A &8,
g1 AT AHEDT , 22 DN BB, B T mb A Rese
e, TGF-B1 Z¥H R ECM FREN—IMHEE, X
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[RE] HY FHAZHRTAYS O BEAREERNKREROESRTRE, HiE S
ek LI TR Z RIS, AR HBAE R & AR , 340070097 P48 -b IR B A R T R 19 L A AR 45 R B9
KR BR WS 115 4 IVF/ICSI-ET A 603 MM ARG, IR S5 KB T 222 BIBWIE(36.82% ) ,
HAPREBAE 49 (8. 13% ) ;36 MR (31. 30% ) 3£3K78 53 BRSVRIEAR (8. 79% ) ;12 B & A FIRIE R K IR
PRSI S, IGERIE IR 4 01 ; =6 411 2PN e SRS BARTY 58 B 3 1 FH A (P <0. 05 ) s Wk
F67 BEBETE R RO PR MG DR S e 3 T EMEBE L RUAL(P <0.05) . Si  IRIE &3 BB S# ¥ K
RE A —E R B0 BRI 8 BRI R A R F BRI RRF, RRFRASMEST
JRSART R R BT AT 07 35 s AR R R B BT AR OL T A BB B SE IR 45 R o
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