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ERMTHSREEARB/NKRRAR P38 RoRFEALEQHMEE
15 S 18 B B S i

RS T, FRFR, Gibi, YEKE

(M 12 2 Bt o 25— 2 I AL 20 S8R, T T

HE. BN Kt EA T B EE AR R TR
ZBm e (MC) p38 12 o 2 R F L& & ¥ B
(p38MAPK) 125 & i@ 0% m, Hik XA MC
SR A EFFES.S mmol- L™ (B FtmBa),
=425 mmol - L~ (FH¥m), 3 EF4E25 mmol - L.~ +
p38MAPK 4 1+ 47 4] 7] SB203580 (SB) 10 wmol -
L', 2% & # 25 mmol- L' + Z4X 4277 (PV) 100
wmol - L™, ELISA & # a3 & LiF & VA KB
(Col-IV) .4f 5 % & (FN) 4% ; Phospho-ELISA %
Heml i 2 B R A% P p38MAPK Fw A B2 4L p38MAPK
(p-p38MAPK) %& & #9 & iA ; YA & RT-PCR % 45
p38MAPK mRNA #9 & ik, R L EFRBAR
i, s MC &k & g Col-IV, FN 3§ % ;e
B A% W p-p38MAPK 49 & ik 38 hn SB & PV F
BRIy R LA X —TA, 5 HREME,SB F
FE, LiFik 4 Col-IV 4 & F (48 h: (21.19
3.21) vs (16.75+1.93)pg-L™", n=6, P<0.05) .
FN &7 (48 h:(13.47 +1.27) wvs (12.01 £0.85)
p,g-Lfl, P<0.05); B % A M 4% N
p-p38MAPK & ik 2 % FiH, PV 5, L&k ¢
Col-IV43 FH(48 h:(21.19 £3.21) vs (14.97 =
3.04)pug L™, n =6, P<0.05) FN &% " (48 h:
(13.57 +1.27) vs (11.99 £0.98) ug-L™", n =6,
P <0.05) ;84 M p-p38MAPK %.ik 8 % T, 42t
R P p-p38MAPK ¢4 £ X M R 2% Ha, &4 &
p38MAPK %& & /K-F & p38MAPK mRNA &k )% A
A ERE, &L PVRABSEZTAZBEAN

n=6,

WrFs B HA: 2008-12-29  #£3F HHA: 2009-05-13

BEETE : RN R 5 5 6 5T B H (Y2004A009) ;
WA B 2 [ [ R B B 3 H (2005HGOT)
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BRI, AP SR, 3 DA SRR DR A A B
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A RiEE A {;’?ﬁﬁﬁ( mitogen-activated pro-
tein kinase , MAPK) J2 {4 A V2 A7 7E 1Y 22 TR/ T3 &
FREE T PO, AN EEMNE SR RS
p38MAPK J& MAPK FJRI 4 MU 01 2 — , J2 A HUA
A% 18 B S B[R] G, 7 45 i 4 A R A
FIT, p38MAPK = Jik X 1) 7 2 1 1 S 2 P B XL PG
AT , 34 17 5 1 2 4 B A K 38 5 0 o0 Ak 45
R TR IR T ) TR A R 4 D R A
RN PrEery p38MAPK JHi , T AE 2 W F s 18 P F
RAE R R R IERE R 724, A K p38MAPK
A TR DR P B A i A P AR T AR S AIF S
AR WL, Adhikary %5 3T 706 R B DE
Z PN R AL p38MAPK (p-p38MAPK) ik H
IEH N T, JC 2 R AR 40 L (mesangial cells,
MC) Hr R HE it Ay 25 5 [RI IR, 76 R & 2R M 2
AR IR 5 2R AR R P R B B -t ] Ok R R £
p38MAPK 3 i% , p-p38MAPK 7K -7 B4 IR 9 HF 4 By
BV I ZH Ut 2 B BT 2 ~ 6 A, TR Y
p38MAPK ik G @A (L) . B A RS
I, v BEREORT il (A R BE 3R MC 2N p38MAPK
WAL, T — oA R R A A B R -1 A SRk R 1L AN
M/ NAR AR PR T AT DA 2 28 7 AL Y p38MAPK
G R — A

fTTREGW) 72 3-358-3-H1 B R e il A I 5
P 1 591 , BB AT S8 A AT S T [ I AT 2% iR AR K
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-, HEAT A B MU 64 B ECR 3P e 41
1] 2 Foft 240 0 A A PR T ) MG 4 58 T 2% e o 46
GEMDY S iF KR IANE G ES X AN 1P0)
Bl PRI E ot R R PR VE T . (X Rl
YERIR EAARLE] B AT A MR E e . 125,
FAMTTIEZ5 W %F p38MAPK 551 I 52 Ml ) 41l i
WAy, BT Rupérez % H I8, BTFE f Al VT K
FAABTTRE B3 TR Bk R 1SR IR 1A
P LA p38MAPK K c-Jun %3 3 S Pl 15 5 1%
I S AR T A, DA AT SR L A P 2T 4E AL . Sakamoto
STV AR T Rl 1o T R B 1 S R
1/2 J p38MAPK ) A6 M1 BHL 1145 B 45 37 sl ik /9
MRS 3G A 2 T AL 7T 2 25 W 0 B R
p38MAPK {5538 % H 52 i i R LA I

o ik— 2L WY p38 MAPK 38 [ 1) 38017 118 PR
PR Ao i R B PE T, DA BB TT 2 25 W0 %0 5 ik
Hh p38MAPK {55514 38 s 19 52 0, ) U] b 7T 26 24
PRl PRI o B U AR 4 LS M) R R 3 1 P
A ELAARBL , FEAOIEE T8 BT (pravastatin, PV)
PAJ% p38MAPK 45 53 4 41l 1 7] SB203580 (SB) X 75
B TR AR BB /N ER MC L AMEE 5™ A 52 ), O ()
A TP p38MAPK {558 A 22 4k .

1 #MEETE

1.1 RXF 54k

MC Sy H BB b ] ARG FR W) D o0 R
LB /N Bk R R 0 g EC (HBZY-1), CCTCC % -
GDCI24, PV 2y H A =ik Sk 20wl 7 i (7 it
5: 0405005) , SB K[ Promega /A H] i, #ZHEH
i) & BCA 3 1 T 107 & p38MAPK i %
VAT TREER S A Bz (ELISA ) 2GR & L ¥ RRE
AW TR BRAN A, Trizol Kb e s G e H 56
[ Invitrogen 2\ ], PCR iR5 & 032 [E Promega 7\ )
P FEAMHEEE N Backman DU460, BEFR{X N
Z[H Bio-Tek Instruments ELX 800, DNA § 34K Ep-
pendorf Mastercyler gradient, VKR (type IV colla-
gen, Col-IV) ELISA #{j3z 57 & W H 3¢ [E Bionewtrans
Pharmaciutical Biotechnology /\ ], 2] 1% &5 [ ( fibronec-
tin, FN)ELISA #:liGR) & A R Z AL THARTT
RARAF(HAB A 5342) .
1.2 KRE/NKREMBEHES

KB MC B R FRAE & 10% i 4 L3 4 2 4

5.5 mmol- L") DMEM #3583 v, & 37°C ,5% CO,
WEAR RS, 2 ~3 AR T IR,
1.3 XE4HE

OIEH X 4L A B E 5.5 mmol - L™ @
ErE 4 (high glucose, HG) ; 4 25 i ¥k &£ 25 mmol -
L™";® SB +HG 2H:SB 10 pwmol - L™" + 7 2 vk g
25 mmol-L™" ;@ PV + HG £ :PV 100 pmol-L ™" + 7]
R EE 25 mmol - L'
1.4 ELISA ;£ 40 EE 55 % i IV BIRS IR & &F
EEHEE

MC $2Fp e 6 FLA T, 40 i 55 7% 0 B A= K =
0% , 45k 1% i3 135572 W R A0 15 557 24 h, #5258
U5 or R AN ARG FRI 1.5 mL, 43 51 T2 55 1Y) 24
K 48 h AE FIEW, — 20°C 147, 43 B R 40 i 85
FRW L3E T Col-IV, FN £ i35 ) ELISA £l , 44 156 BH
THRAE
1.5 #MAEIR R Aa#Z A ) p3SMAPK % p-p38MAPK
A
1.5.1 ZHpatEsR R LG54

MC LA 8 x 10° 40l S5 F T 75 em® Ki 320
o ARG SR RE AR 1 d R R R 1% 95 3557
TR 24 b, $5 5256 7 AL 45 o AR B R F2 K 20 mL,
A3 IT 24 K 48 h RERAIMIEE 1,
1.5.2 HpREAREZEANRIESES

W K55 F B 97 6 0% 41 i H vk ¥2 1 PBS Uk 2 Ik
Jo B 2R, A% AR B R 6 o3 i B S i P
WEAMMEER, -80°CHEAiH; H BCA HA
Jo R e R 6 A3 A T BRI B 1 A A B 1 o
For i, e v B 44
1.5.3 PafRKBaizAK p38MAPK X p-p38MAPK %
Skl

IR ) KC™ p38MAPK {553 5 4 T 1
R B S A 32 71) 5 2R L SLT AR S0 T[] ARSI
p38MAPK, p-p38MAPK F1 GAPDH & 1. Wtrtk
C A A SRR (bt p38MAPK, #e it p-p38MAPK
Mt GAPDH Hip i) o 5 AL & in A AL &
Je A3 s i Bt A& (/N BRAT p38MAPK. i1/ BRL it
GAPDHYURIF ) , b5 in HRP {5t/ B 156
TP EJEIMTMB B A, WROGEE (A) K/AhY
FEAMRBIE., 2 GAPDH # iF I+ B % %
i, p-p38MAPK 11y & ( Ap-p38MAPK/AGAPDII ) H
J B p38MAPK {5 5 38 % 0 006 A2 B e vt il 5
Bk
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1.6 'B/NKRARZAAE p3SMAPK mRNA SRk
1.6.1 #HEEFREKSE

MG PAAEFL 1 x 10° 40 B 50 fl T 6 FLAR
) SR R RE AR K 24 b S TR Ry 1% I3 B 1
FRUR R 24 h 425256 3 2H 45 R AN 6] ) 35 570, 505
TELHGY) 24 K 48 h L RNA
1.6.2 PCR 5|4¥i%it

PCR 5|¥5%1t% F Primer Premier 5.0 /4, i
¥ Sangon A F 4L (PAGE 4lifk) ., P38MAPK 5|
#).5": GGAGAGCCTGACCTACGA, 3'; ACTGCCAAG-
GAGCATCTA, ¥ 3474124 309 bp; B WLsh&HE H 514
5':. CTATCGGCAATGAGCGGTTC,3’: CTTAGGAGTT-
GGGGGTGGCT, § #a =4k 762 bp.,
1.6.3 FHRRNK PCR #7718

ELAEAE 6 FLEEFE MR P I 1 mL (1) Trizol ¥ fi#
A, PR EUCAN B RNA, 23 5 1 pg &2 RNA L)
MMLV g i 5% s B A0 5 S RO o B 1 e ¥ e 5g
I3y cDNA it , 7 Taq DNA J& LT iF
11 PCR 8% fift PCR 3 4504, il PCR 14 7k
PR N #ETT . p38 MAPK 1 B L3R 1Y IR KO
FEER N 60°C . A8k 94°C | 3H k 60°C , ZEfH 72°C ,30
ARG K PCR P=HITE 1. 5% SRR W EEE o k47
HLK o Imagemaster VDS B{fR 5 Ge 855 Jm b 1155
PG 3 A 44 (TotallabV1. O1) £ B EE 4548 70 #r
Ph B Wisha A N2 A, FH B8R B R
{ ( gray-scale value, GV) 5 B Lz H GV H{E#£
7 p38 MAPK mRNA LA AR & 6 .
1.7 ZitESH

SE R B = bRt 22 (x = 5) 3R, ] SPSS

12.0 S5 i1 %1 47 48 B Col-IV, FN, p38MAPK,
p-p38MAPK & p38MAPK mRNA k4 8] 2 R 104
T3t >R EE S 00 19 5 25534, W univariate 52
Py two way ANOVA #4753, A i 35 25 7% LSD-
t AT L 5 4 YA [R] s R] B 48 F 7 R AR A 4

Bt o K

2 HR

2.1 LT SEIERRIRMAE LR P FLE
EREARIVAKERESEM N

F 1S5 R WoR, 5IEH X A R, m b
24 548 h [ i MC L3 FN K Col-IV i &
. PV 5 SB T 24 5 48 h J5 X = B3 %) FN
Fe Col-IV & B0 A I 25 A B0 4, ] 28 4230 X
FRZHIK-. 48 524 h [LE 454 FN &34 i 2% 7t
T, 1 B Bt 2 s ) A9 2B I, BRI PV sk SB YT 1,
WABETE 2 IE FN & 8, PV 1148 h j5
Col-IVEE ST 24 h T #2255, Wi PV
TR SE A BH AR Col-IV-& g i, 17 SB WA BESE
ZBHAE Col-IV 5 B A3 I, 18 B e W 35 5% ] e 2
MC A 5L BT B G 8, 10 PV 5 SB Y 1 00 58 #K 43
B8 A i I AR AL
2.2 EHRMITHSHEIEFRERMAMEEKEAZA
p38MAPK % p-p38MAPK 3 i& 0

2 BER IR, MUSE K HIA% N Y B p38MAPK fi
FITEA 2 RS I A ) R TE ] 1 22 57 (P >0.05)
3 5 R, X IR b, o 24 K48 h )5
A ffEMC i K A% N p-p38 MAPK A I K ik E i

Tab 1. Effects of pravastatin( PV) on contents of fibronectin( FN) and type IV collagen( Col-IV) in su-
pernatant of glomerular mesangial cells( MC) cultivated in high concentration of glucose
FN/pg L™ Col-IV/pg-1L~!
Group
24 48 (h) 24 48 (h)

Control 8.73 £0.48 10.88 £0.48%% 10.97 +1.33 12.29 +1.88

HG 10.68 +0.50 ™ 13.47 £1.27 724 16.46 +1.97™ 21.19+3.21""4

SB + HG 9.34+1.35" 12.01 +0.85"4% 14.14 +1.89" 16.75 +1.93%4

PV + HG 9.43 +0.73" 11.99 +0.98"4% 12.81 +2.20" 14.97 +3.04"

The cells were pretreated with 5.5 mmol-L ™" glucose ( containing 1% fetal bovine serum) for 24 h. Then, the cells were treated with
5.5 mmol-L™" glucose (control) or 25 mmol-L™" glucose (high glucose, HG) for indicated time. For SB203580(SB) + HG group,
the cells were treated with 25 mmol-L ™" glucose and 10 pmol-L™" SB for indicated time, simultaneously. For PV + HG group, the

cells were treated with 25 mmol+L ™" glucose and 100 wmol+L ™" PV for indicated time, simultaneously. x s, n=6. ™ P <0.01,

compared with the corresponding control group; *P <0.05, *P <0.01, compared with the corresponding HG group; “P <0. 05,

42P <0.01, compared with the corresponding group at 24 h.
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Tab 2. Effect of PV on total p38MAPK protein expression in MC cultivated in high concentration of glu-
cose

Total p38MAPK protein expression (A sgyvapk’ Acapon)
Group Cytoplasma Nuclei
24 48(h) 24 48(h)

Control 0.74 +£0.07 0.76 £0.13 0.60 £0.12 0.59 +0.09

HG 0.79 +0.08 0.82 +0.10 0.69 +0.06 0.66 +0. 11

SB + HG 0.71 £0.04 0.77 £0. 11 0.56 0. 10 0.61 +£0.10

PV + HG 0.73 +£0.06 0.77 £0.09 0.62 +0.08 0.64 +0.07
See Tab 1 for the treatment. P3SMAPK: p38 mitogen-activated protein kinase. x =s, n =6. There was no significant difference among
the groups.
Tab 3. Effect of PV on p-p38MAPK protein expression in MC cultivated in high concentration of glucose

p-p38MAPK protein expression(A, semapk: Acapon)

Group Cytoplasma Nuclei

24 48(h) 24 48(h)
Control 0.20+£0.03 0.24 +0.06 0.50 £0. 05" 0.54 +0.06"
HG 0.33 £0.08" 0.45+0.10™ 0.67 +0.05"* 0.83 £0.08 “A*
SB + HG 0.22 £0.04% 0.29 +0.09% 0.53 £0.07%* 0.58 +0.13%%*
PV + HG 0.27 +0.03 0.34+0.05 0.61 £0.05" 0.58 £0.08°4"

See Tab 1 for the treatment. p-p38MAPK: phosphorylated p38MAPK. x +s, n =6.

"P<0.05, " P<0.0l, compared with the

corresponding control group; “P <0.05, ““P <0.01, compared with the corresponding HG group; * P <0. 05, compared with the

corresponding 24 h group; *P <0.05, compared with the corresponding group in cytoplasma.

5 HG 41 He#5,SB 101 24 F148 h J5 M3k K gtz
1) p-p38MAPK [ ik #0354, il sk 423 Xf BE 41
K {H PV A Hf5 T 48 h J5, A N9 p-
p38SMAPK ik g 2 F i, o ab B I AR fk . [RIET,
BT A 2% 4240 ML A RX N Y p-p38MAPK fY33K 2 i 2%
i A

p38MAPK Ja 1 S Ay 2 1, L 57 T4
P05 A A o 3 22 R AR R A —
s p38MAPK (55145, p38MAPK i iR k. 9 I3 1
J5 40 v i p38MAPK RIVES 47 31 410 4%, 5 B4
oA KA . %3 S5 R Won, & AL AN i A
P p-p38MAPK 4 7K V22 1 3 = T P, X sk &
Ej 0 N p38MAPK B iR 16 4 U3 17 = #5157 21 248 i A%
WA, [FRTER 3 25 R W, Sl ] 1 — AT
IR 5 #OE p38MAPK {55 R 48, PV By 1l
AR v RS ) p38MAPK 1Y% 4k, {H 2 H
YEHIBRBEAS K p38MAPK ¢ 5 M il 77 SB, H H fig
A% N Y p-p38MAPK KK & T, PV TG
2% P9 p-p38MAPK Feikthg —EFEREAY I, (H %

AGeiter = SN 5 3R N p-p38MAPK 7K P-4
fIRLA S PV /e A 554 G .
2.3 EHRMITHSHEFRIEHAM p3SMAPK
mRNA 3% #0E

T4 KE RN, K54 MR R
p38MAPK mRNA Fik# o 2% H (P >0.05),
Ui W p38 MAPK mRNA ik i) o 42 32 %2 2 2B 7E 1%

Tab 4. Effect of PV on p3SMAPK mRNA
expression in MC cultivated in high concentration
of glucose

p38MAPK mRNA (GV sovank’ GV auin)

Group

24 48(h)
Control 0.62 £0.05 0.64 £0.08
HG 0.62 +0.05 0.72 0.05
SB + HG 0.57 £0.04 0.70 £0.06
PV + HG 0.62£0.11 0.67 £0.11

See Tab 1 for the treatment. GV : gray-scale value. x s, n =6.

There was no significant difference among the groups.
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— B-Actin(762 bp)

— p38MAPK(309 bp)

Fig 1. Effect of PV on expression of p38MAPK
mRNA. M: marker; lane 1: control; lane 2; HG; lane 3
SB + HG; lane 4. PV + HG.

J& B2 O IR A 8 i B B, TS S B A e B TR i
S mRNA 7K

3 i

E A RIFZE ™ SIE 52, b o T 8 A A 3 1
MC fifd P p38MAPK #4314 1M % 137 1) 40 i A% P9 2 350
cAMP S [ JC 1445 A B VB R L , 5 5% 1 440 i )
AR I S or Ak, A G R AR R, MC LN
p38MAPK B A i ) H 8 A — 3 e K A2 7 d,
RIS 6 he PTG B IA) A9 22 5% % 18 5 MC AR IR
B KRB R A 56, ARBIFSE & R, o M 7%
MC 24 J% 48 h, J{a3g X Mat% P p-p38MAPK ik i 2%
B, PRUCIESE T g M T 4 S ik 57 R BETE MC g
P p38MAPK 1553l % 5 [R] i 3 & B oo W 455 3% 5 3
JiL% B Ff % ) p38MAPK. 25 [ W i 1k 3 5ik, 17
p38MAPK K 4 Sz mRNA /K-F-4R %A B 22, #87R
T p38MAPK JLPH Fe ik ity I 2 kA A RIIR SR 1)
I BB RR AL B M6 o BE, TS J2 & A 7 3 PR % S 1Y)
mRNA KV a 2K (5 BB Be . Tsiani % 58 % 31
PKC 101 il 57 ( GF-109203X ) A fi& B By =5 1% Jir B
p38MAPK %75 1k, , 2 B = i B p38MAPK. (1) 3% 1k /&
4k PKC ##i . 25 A BF 58 & B, Bt & Ak 7 (L-
NACPDDI) e fi il = BE i p38MAPK 13 4k, , PX it &
WS & 1 p38MAPK 76 16 1T B8 Il 58 4 i = B Y
FLEAE RS BT AR S mBEVE R R B0 Ak R
WA,

KA PV BRI IR L 245, A K ry %

Tlt B e R 7 T SC ik %o e - e R AT T AR . Tk
NI A s X HEAL ) A 1 — 2 %, IR e FR A7)
TEA [ T AH SR st 2 R A W SCkE ] 17—
TR 100 wmol - L™,

AWFFERI WEE T PV I SB X} B B 37 MC
ML Py p38MAPK {5 5 i I /Y 52 W, & I — & X
p38MAPK £ [ 7 1k (1 52 it - A 58 42— 2, SB T
T, U S A% N p-p38MAPK 2 A [R] i T )4 5 &
M7, PV T35 fA% N p-p38MAPK ik 2% T, H
FEMLH N p-p38MAPK [ A M TE i % 481k, PV T
BT 258 B 3% N p-p38MAPK (1) 2 1A TG I i 11 5%
Mg W #F I — 3% 09 K [R) 0T R 32 EE IR B AE X
p38MAPK F 3% 5 M 5ik B (Y AR [] , SB H PV A5 %5 1
MR K AANEIE R . T p38MAPK R b5
Sk — 2 B A7 ) 40 M A P, AT SO 2K P p-
p38MAPK /K- 4 2 . JIf H PV MfE %S, T
LL PV FH 5 I3K N Y p-p38MAPK JK ¥ 4K 5 15
WL A — R 1 R B (A R B S22 5
X,

20 A I I AR 1 e ST (B e 22, O U
) SRR R B T ) S B PE R R . Col-IV 5 FN
JEAA A M A R A R L ARSI
B IR MC 3 Col-IV Fl FN 45 8 2 (4R AR 1T,
SEAHE 5" SB & p38MAPK i K 5
PER IR, A 5T 45 SR % B SB Tl 58 58 4 9 il i
AR N p38MAPK (3% 1k, FiT LA SB T il fr £
f) MC Col-IV, FN &m0 & 4R 5 i Py p38MAPK
A TS T R BT A G [ B AR IR 5T 45 R A R
B, PV T 10 bR T 6E 40 i =5 B Bs 2% MC i N
p38MAPK f i i £k 41, o RE fff 5 B B 9% MC & %
Col-IV, FN & 2 />, # sb 4l . PV + Fil X} MC
Col-IV, FN 43 5 iy 3 il £ 1 5 H X MC i 2% 14
p38MAPK 5L iV FH A O, PV 1l BEF 43 A2 3
T p38MAPK 3 % M T 52 FN 5 Col-1V 43
1o
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Effects of pravastatin on signal passway of p38 mitogen-activated

protein Kinase in glomerular mesangial cells incubated with

high concentration of glucose

NI Lian-Song* , ZHENG Jing-Chen, JIN Jie-Na, SHEN Fei-Xia
(' Department of Endocrinology, the First Affiliated Hospital, Wenzhou Medical College ,
Wenzhou 325000, China)

Abstract: AIM
pravastatin( PV) on the signal passway of p38

To investigate effects of

mitogen-activated protein kinase ( p38MAPK)
in glomerular mesangial cells (MC) incubated
in high concentration of glucose. METHODS
MC were incubated in media containing glucose
5.5 mmol - L' (control ) , high glucose ( HG)
25 mmol - L™', glucose 25 mmol -+ L™ +
SB203580 ( specific inhibitor of p38MAPK) 10
pmol - L™ ( SB + HG) , glucose 25 mmol - L ™" +
PV 100 pmol - L' (PV + HG), respectively.

Fibronectin (FN) and type IV collagen ( Col-
IV) in supernatant were determined by ELISA
method . Protein expressions of p38MAPK and
phospho-p38MAPK in cytoplasm and nuclei
were detected by phospho-ELISA method. The
mRNA expression of p38MAPK was detected by
semi-quantitative reverse transcription polymer-
ase chain reaction ( RT-PCR ). RESULTS
Compared with control group, there are in-
creased Col-IV and FN in supernatant in HG
group; there are increased phospho-p38MAPK
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in nuclei and cytoplasm in HG group, too.
These changes could be partly or fully reversed
by treatment of SB or PV. Compared with HG
group, (SB + HG) or (PV + HG) group
showed decreased Col-IV(48 h:(21.19 +3.21)
vs (16.75£1.93), (14.97 +3.04) pg-L 7",
n=6, P<0.05) and FN (48 h:(13.47 =
1.27) vs (12.01 £0.85), (11.99 +0.98)
pg:lL™', n =6, P < 0.05). Phospho-
p38MAPK in nuclei and cytoplasm could be de-
creased by treatment of SB. However, phospho-
p38MAPK in nuclei but not cytoplasm could be
decreased by treatment of PV. There was no
significant difference of the total protein expres-
sions and mRNA of p38MAPK among 4 groups.

CONCLUSION
activities of signal passway of p38MAPK in

PV could down-regulate the

nuclei of MC incubated in high concentration of
glucose, decrease synthesis of extracellular
matrix and result in the treatment of diabetic
nephropathy.

Key words: pravastatin; diabetic nephropa-
thy; mesangial cells; p38 mitogen-activated
protein kinases
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