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SRR T, Hixk BRAGMCs 54 4 48 Ak AEA[LG 48,3 8 4 (Glwb. 6 mmol/L], 448 (HG 28, Glu 30 mmol/L),
HGHSIM10 pg/L)#aFe HG+SIM(25 pg/l), KA 4-F &A% fowgvk 5 (MTT) & 4w & 20 40 I 69 35 78 4k 77 . F B s 4 &40 4
J Gy /GG, +M i fe SHmat b, ik S mim it LAk P g s A KB F B (TGF-R) 4 % & g (FN) A= IV & ik R
(COLDHKF, 58 HGARR M2 89E 8 E (A& F HGHSIMU0 pg/L) 48 . HGHSIM(25 pg/L)Fo LG 4, £ F A %it 3 &
SL(P<C0.05), LG @8 G, /G, #Aam e refs) 4 (35.67+3.38)%,S M tm f b 4] 4 (41. 24+5. 64) % ; HG @84 G, /G, A 2m i vk 451
2 (25.8844.02) % .S # 2m i vk 4] A (28. 651, 88) % s HG+SIM(10 pg/L) 245 Gy /G, #4m B4l 4 (28.12+2.01) % .S #Am
BB A (35,552, 09) % s HGHSIM(25 pg/1L) 288 G, /G, 1 2m it vk 5] 4 (31. 8543, 52) % . S 4 4m ML Yo 4] 4 (39. 82+2.23) %,
£ FH %t % & L (P<0.05), HG 4 k% TGF-p, .FN f= COL4 K& F % F HGH+SIM(10 pg/L) % . HG+SIM(25 pg/L)# LG
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Effect and mechanism of simvastatin on proliferation and cycle of glomerular mesangial cells cultured in high-concentration glucose”
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[Abstract] Objective To study the effect of simvastatin(SIM) on the proliferation and cycle of glomerular mesangial cells
(GMCs) cultured in high concentration of glucose, and to observe the variation of inflammation factor and extracellular matrix.
Methods GMCs of rats were divided into 4 groups:low glucose(LG) group(Glu 5. 6 mmol/L) , High glucose (HG) group(Glu 30
mmol/L), HG+SIM(10 pg/L)group and HG+SIM group(25 pg/L). Cells' proliferation activity was tested by MTT, simultane-
ously compared the ratio of cells in different period (G, /G G, +M and M) ,and levels of TGF-8, ,FN and COL4 were compared a-
mong different groups. Results Absorbancy (A) of different periods in HG group was higher than that in other 3 groups,difference
had statistical significance( P<<0. 05). In LG group, the ratio of cells in G,/G; were(35. 67+3. 38) % while S-stage were(41. 24+
5.64) % ;in HG group, the ratio of cells in G, /G, were(25.88=+4.02) % while S-stage were(28. 65+ 1. 88) % ;in HG+ SIM(10 pg/
L) group, the ratio of cells in G,/G, were(28. 124 2. 01) % while S-stage cell were(35.55+2.09)%;in HG+ SIM(25 pg/L)
group, the ratio of cells in G,/G; were(31.8543.52) % ,while in S-stage were(39. 82+2.23) %, the difference had statistical sig-
nificance(P<C0. 05). Levels of TGF-B, ,FN and COL4 in HG group were higher than those of in HG+SIM(10 pg/L)group, HG+
SIM(25 pg/L)group and LG group,the difference had statistical significance(P<C0. 05). Conclusion By decreasing TGF-g; level,
simvastatin can inhibit the proliferation of GMCs and regulate the cell cycle,to suppress the hypertrophy of GMCs.
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1 H AR (DMSO) ¥4 |y 25 | Sigma 24 7 $2 4t #5404 K B+
B (TGF-8, ) ELISA & 51 £ F1 £F 4k % 3% % 11 (FN) ELISA it 7
oy 1 SR AR R R B W R A IV AR (COLA) fh 2
RGP R & el b s RS A rp Oy AR R B R R AL

1.2 Jik

1.2.1 MR H bR RPMI-1640 $5 3% W A il : it RPMI-
1640 M7l —48 7% + 300 mL = ZE K BRI 2 g Bk R & 40 H
F .2 g(11. 1 mmoD B & ## (Glw 1 2. 38 ¢ B A MG KB T
R AR I = 28K PR AR E 1 000 mL, 3 0. 1 mol/L fiy
TRER SN 0.1 mol/L SR MR V& WA 17 pH = 6. 9, I8 1 4K
Wit E 4 COAFEE . AR RPMI-1640 $% 5% 1 il - 7T i 25
BlERE SR IE T I RPMI-1640 # 57 — 4% % F 300 mL = /K,
FRER 2 g GRIRESI R .1 g(5. 6 mmol) Glu, 2. 38 g & & ik ik
ARV T LR, 4 T 1k R AR o RPMI-1640 85 57 3 (1 i
o TC v B R SR AL I RPMI-1640 3 ] — 4% % T 300 mL
ZZRIKH L BRI 2 g BRER S AN B AR . 5. 4 g(30. 0 mmol) Glu, 2.
38 g A% W MM R bR W, H A O 1 R AR T RPMIT
1640 15 % 3k i L 11

1.2.2 Hifds R RAe i ¥ —80 CLRAF1Y HBZY-1 4 T
37 CARM PR AL . F 5.0 mL KRB0 51 T C m Ak 1% 41 &
WL ESLHL 1 500 r/min B0 3 min, F . BRI S5, 0 mL
R SRR AT AN UTIE - FF 1 500 r/min #5.0 3 min, 3¢ L35 40
MEPiYE A 5.0 mL B3R IR ST M A 75 em® 7, 55 A 14. 0
mL EFI, T 37 C.5% CO, WBEATRFE., YMpKk S
70 % ~80 Yo AR AT ALK - 35 GMCs JEBE IR, A 0. 252611
JEZE 88 3~4 mL 44k 2 min, FFEE S EAE K. WA 10 mL
H AR T RPMI-1640 K535 WS 42 WCFT 58 200 Hia B 7% . % 361 2% 1 4
Lk VR 4 P B IR B B IR AR P Ak S AL R R

1.2.3 MTT S A0 ss B 85k K 300 401 il 4% 40
Ff %5 B2 2 22X 10° A~ /mL (¥ B0 B W, K 100 L A 4t B
A 96 LA . W E 4 A R AR A (LG 41, Glu 5. 6
mmol/L) 18 L, 3 A I i) g, FEAS I ] 55 6 A~ fL, w24 (HG
41, Glu 30 mmol/1L)18 £, HG+SIM(10 pg/L) 4l 18 L, HG
+SIM(25 pg/I)4L 18 fL .4 525 50 R B 647 . 43 ) A
A AN A A 24 48,72 h B A0 LR BE - AL 100 pL Y 5
mg/mL i) MTT %% 4% 24 FLARF 37 CTFIEH 4 h. ¢ Lk
&I A 500 wL DMSO,$E % 10 min J5 3% ] AMR-100 i
FRAAE 450 nm A0 56 BE CAD L AR Jin A {E 25 i 40 )i 9 2 K
HE

12,4 400 BRI OS50 K 0T A 40 A oA AN 2
i 2X10° A~ /mL i 540 Jl B 500 pL B9 40 iR R B T
12 FLA L A A 4 A0 B A B A 1.4, K S A Al T 37
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C 5% CO, SEEMT IR 72 b J5 E4T 40 M JE 1A I . 4 i |
WA FRIE S B —20 CHRAE, A 0. 25 % MR A
fii 0.2 mL JH 4L 2 min, 3¢ R ARG WA 0.5 mL 1y RP-
MI-1640 55 37 W 5 52 W FT 28 40 0 0 % o K5 SR 40 BB A 2
mL B0 T, 1 500 r/min B0 .5 min, 3 EIEFR. A
PBS 1 mL BJ.L¥EH 1 .3 WM. A 2 mL A H 70%
B4 CEE 30 min, 5 —20 CREEIK. &L, LFR.
A 1XPBS 1 mL §k¥% 1 %K. &0 MAE 50 mg/L #& RNA
fitfi¥) 500 pl. 1 X PBS #1,37 CHEE 30 min, B0, F 1XPBS 1
mL %% 1 KB 0. 50 g/ L MU I BE (PD I i aE 47 ol e
6, 30 min J5 AL ST Go /G G, +M BT S 11 46
JT ok B E A

1.2.5 4008 B3 TGF-8, .FN & COL4 #3415
AN BT 37 CF B AR O L A ELISA A 1 7 )
tig TGF-8, #1 EN ZKSF, COL4 Kl >R F 4k 2 K ot S s i
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2 & ®

2.1 HHMPAFNZM AELE HGH EAFRZIH A
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H.EZRBHRITFEX(P<0.05, LA 1,
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2.2 KA FEI R KA G /G .G+ M
IR S W40 M BT o5 09 L 22 5 R gt T L (P<C0.05), WLk
1, F£A4M 72 h BFAMIEASILE 2, LG 4140 26 BE
YN IR 24 58 5 ) 40 M % AR 4 Mk s HG 4 40 i 258 DY
PR, 28 b s HG+ SIM(10 g/ L) 20 200 Jifd 52 40 8] JE , 58
HE D R A N B A i s HG + SIM(25 g/ L) 21 20 ifl 52
WiRIE JER S LG 4040 b 0 B 0 2E
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®1 SHARNERABHLR (T, %)
Eipil Go/Gi ] G +M Y S
LG 4 35.67+3.38 29.45+2.35 41,2445, 64
HG 41 25.8844.02 37.541.97 28.65+1.88

HG+SIM10 pg/I)H 28.1242.01 27.98+£3.14 35.55£2.09

HG+SIM(25 ng/I)4 31.85+£3.52 29.1343.35 39.8242.23
F 7.782 4.125 5.577
P <20. 05 <20. 05 <20. 05

2.3 FAQMA LW TGF-B.FN fil COL4 /Kt &4
AR 3 TGF-8, . FN il COL4 /K22 545 45 32 3 X
(P<C0.05), % 3,
% 3 FZHMBMH LF & TGF-B, \FN #1 COL4
KFE(TLs,pg/L)

o1 5] TGF-g; FN COLA4
LG 4 0.7240.11 4.2640.34 9.85+1.06
HG 41 1.3440.17 5.9840.51 15.62+1.74
HG+SIM(10 pg/1) 4 0.95+0.09 5.0240.46 12.89+1.18
HG+SIM(25 pg/1) 41 0.8340.12 4.76-£0.39 11.74+1.27
F 5. 437 4,926 4,215
P <0.05 <0.05 <0.05
3 it it

WEFE R & MBS BRI i R M B E R Z — &
I AT L GMIL 6 A= R R K, 40 i 41 35 B 38 22, 5 /R ol
R0 RN B DT AT AE AL B 26T 1R B /N R DB 1 3T R I B g
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SR A GMC i 1 4 5 38 5 40 R 300 4 il GMCs BB K.
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