EREF 20125 11 A% 41 5% 32 4 3401

- ERYTF I -
e ZER B /NE ERARESUEH CTGF.VEGF RIER N

HEm,REEZ. T %

GrraF sk —ARERT AR 550004)
i EEH R R R A Ee4 L3E 8] (FK506) 23 B & £ A 2w i (HKC) 48 5 fe a9 1 A AL 3f F 25 4 A R A K B

(CTGF) . M A A KB F(VEGEH) Akt %, ik WA HKC AR £, 5 4 M. (D BU; (D HALEKR
F-B1(TGF-p1) (8 ng/mL) 4 ; (3) FK506(10,30,60 ng/mL) i ; (4) TGF-p1(8 ng/mL) A= FK506(10,30,60 ng/ml) 21, & A% &
¥ ML R A ¥ F R 3 FE PCR(RT-PCR) ML E FK506 3+ TGF-1 # 49 HKC # 54t 89 % A % 3+ o-SMA .CTGF,VEGF
KA Hh, BFR L RMALE .48 h s TGF-pl 4 HKC e 23 KA S, o F 3B ILF & & (-SMA) ,CTGF, VEGF
49 Rk 23 % (P<C0.01),FK506 41 - SMA,VEGF & CTGF # & % £ % £ %3 % & XL (P>>0.05), TGF-pl #r FK506 41tk
TGF-p1 48 o-SMA,VEGF & CTGF [ FK506 44 % JE 3 hv & % 9 2 B A& (P<<0.05), #5i# FK506 *F TGFpL # F 64§ % £ &
29 J 5 5 AL T Ak i i T8 VEGF . CTGF 84 &k A4 446 A,

KBERAMAZI;FD T ;@S hFTARAEARRF L4508 4EKAT

doi:10. 3969/j. issn. 1671-8348. 2012, 32. 019 SERARIRAD A X EHS:1671-8348(2012)32-3401-03

Effects of Tacrolimus on transdifferentiation and CTGF, VEGF early expression of human renal tubular epithelial cells
Min Yali , Zhao Donghui ,Yu Qian
(Department of Nephrology ,First People’s Hospital of Guiyang City sGuiyang ,Guizhou 550004 ,China)
Abstract; Objective To explore different doses of tacrolimus(FK506) to renal tubular epithelial cells(HKC) transdifferentia-
tion and its early action on connective tissue growth factor(CTGF) ,vascular endothelialgrowth factor (VEGF) expressing change.
Methods The human kidney cellsC(HKC) were cultured for 48 hours in different conditions: (1) Serum free as control, (2) Treated
with TGF-81(8 ng/mL) ; (3) Treated with FK506 at different concentration(10,30,60 ng/mL) ; (4) Treated with FK506 at different
concentration(10,30,60 ng/mL) plus TGF-81(ng/mL). The expression of «-SMA was assessed with RT-PCR, The expression of
CTGF,VEGF was assessed with RT-PCR and immunohistochemistry after 48 hours. Results Compared with the control group,

The expression of CTGF, VEGF and «-SMA mRNA was markedly increased in HCK cultured with TGF-81 group(P<C0.05),

which were suppressed significantly in HKC cultured with TGF-81 plus FK506 group(P<C0. 05). Conclusion

The inhibition of

FK506 on transdifferentiation of tubular epithelial cells may be related to the down-regulation of VEGF,CTGF.
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VEGF HHA R KRB RAAAMMICH 5. LI PBS Y% 3 Ik,
1% ZEFEEFEE 20 min J5| T WA PBS K4k, 0.1% Tri-
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B BAR T, ) VEGF 2235 FH M. P M 40 A 5 5 HKC 41 g
1 TG R LB S 23. 07 %6, 5 % HRAL R FK506 45 Mk BE 41 2% 7 40
28 L (P<0.01), 5 TGF-pl 4 L% . TGF-81 Jin FK506
(10,30.,60 ng/mL) 4 EH 48 h J§ . VEGF FH 401 5 2 HKC
21 L B T R AR 20 B S 17, 28 %6 .14, 25 % .10, 21 % . 2 5] AR
Witk (P<<0.05), WE 3K 3.
2.3.2 RT-PCRERKM X4 D>H CTGF mRNA 3£
5, TGF-B1 T3 48 h )5, B X B4l CTGF mRNA ik & %
LT (P<C0.05) ,FK506 & i FELVE A 48 h )5 . 8% B4 CT-
GF mRNA ik 22 B LG 1% & L (P>0.05),{H TGF-g1
Jin FK506(10,30.60 ng/mID) 41 {E A 48 h J5 ol 3 > TGF-81 i
F1 CTGF mRNA ik, B FfiE FK506 51 & () 3 b 40 i £ A
TR 5 I 2 R BRI M (P<<0. 05) LR 4. 1,

mRNA ¥ VEGFF mRNA €80Tk (z+s, % ,n=3)

215 «-SMA mRNA CTGF mRNA VEGF mRNA
X R4 0.187+0.037 0.543+0.001 0.495+0.734
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B 1 RT-PCR MEAREH oo SMA K A3t 8
GAPDH B mRNA X%

M: Marker; A: %f B8 41 ; B: FK506 10 ng/mL 41;C: FK506 30 ng/
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LR VEGF 132 3k . 3 Jin 504 4 B 0% 8 1 18 F O 8 O i
JULAI 38 A= T o R 4 TR A 0 A T DA 2 A S R B L v
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AWM E, B a PR RE VEGE R {23k i /N BLUE
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