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Effect of Chinese Herbal Compounds for Blood Activating Stasis Removing, Qi Benefiting Shen In-
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ABSTRACT Objective To study effects of Chinese Herbal Compounds (CHC) for blood activa-
ting stasis removing (BASR), gi benefiting Shen invigorating (QBSI) on high glucose stimulated prolifer-
ation of renal mesangial cells (RMCs) and expressions of fibronectin (FN). Methods Rats’ RMCs were
dealt with high glucose and different concentrations of Chinese medicine for 24 and 48 h respectively. The
proliferation of RMCs was detected with 4-A thiazolyl blue. mRNA expressions of FN was detected by real
time quantitative PCR. The protein expression of FN was detected by ELISA. Results Compared with the
control group, the proliferation obviously increased (P <0.05, P <0.01) after 24 and 48 h of treatment in
the high glucose group. mRNA and protein expressions of FN also increased (P <0.01). There was no
statistical difference in the proliferation of RMCs or expressions of FN at 24 h between each CHC group
and the high glucose group (P >0.05). Compared with the high glucose group, the proliferation of RMCs
and expressions of FN at 24 h each obviously decreased in the CHC group (P <0.05, P <0.01). Conclu-
sions High glucose could promote the proliferation of RMCs and induce expressions of FN. No obvious
effect could be stimulated by CHC treatment for 24 h. The proliferation of RMCs, protein and mRNA ex-
pressions of FN could be reversed by CHC treatment for 48 h.
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BHPRIA B (diabetic nephropathy, DN) J&HERIH
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009 g FEEKIE 6 g &F, i Il AR Hp IS B i L
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FIF Y FE2G 24 g, G T4 e IR AR A7 2 o B3 i
PRI 25 AN B P25 ORI 4% 0. 2 g/mL A MK 2%
kR, SR EZIRS), 2 000 r/min 2.0 30 min, B
B e SRS 0. 44 um JERS.0.22 pum JERE
JRIZ U ARSI T 25 R TR R i 2 2
WAREL, AR FR M

3 Wl M Ags 4 (5.6 mmol/L) DMEM %
F: 50 B 3 E Hyclone A dl, R4 (FBS) I A
¥ GIBCO 22, Trizol,M-MuLV ¥ %% 5 i . Taq
R 4G . SYBR-Green W H /B (Ki%) TRA RA
Al, PCR B gAY TREABRA A& KK
LT e HE R 1 ELISA 50 & B s 84 T
FARAF. CO, H M A HA SANYO, HERA
cell 240, Thermo ELECTROW CORPORATIOW,
¥ TAEG W H AIR TECH JhidE A %A A, Bibr
1 B SpectraMax M, .
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4.1 RMCs 5 fet RMCs # M E 5
PN R NG S o R N A )

10% FBS .#45:% % 1 DMEM 4., 388 Tk
a8 5% CO,, 37 C 1B &4 T 55 5%
2~3 K, H2.5 g/L BEFEHH LA LI, RAX
B AR T 10 2 ) — VR B T B R R, R T
96 fLHREk 6 FLAE T MR

4.2 X RMCs B0E  RAIMEME I (MTT) 3%
Killl, RMCs 40l 1 x 10* 25 0T 96 LS F7A
AN oE S MERE I , F TG LT IR HE L DMEM 15 32w
LAl 24 h JEH o8 s, AR R A TR 2 2 5
03 S 27 v S N [ G SE2T0 b7 35 s 2 K (| M AP i
2 (5.6 mmol/L #j%jkE) & 0.65 mg/mL 254 .1.25
mg/mL 2540 I 2.5 mg/mL 2G4 A HkE
W5 AL, HASEIAER . BT CO, Wt
K% 24 h 248 h 5 BALIMA MTT ##%20 pL,37 Cikf
JREIEE 4 h, ZAbREFR. WAL B3R, BELmA
150 pL DMSO ¥k 10 min, FE4E &) 7850 1 i
Jei , BN AN AL IR (A490) .

4.3 RMCs 5 R MTT 24601, RMCs 4iifig
DL x 10" SR 3eRP T 96 FLESIRML. A58 NG RE)S
FHTCIME IS DMEM $552K 201040 24 h 540 H]
TEARRTFRIE AR AN M B R SL I 45 5, 4% 0. 65 mg/mL
F11.25 mg/mL 1 25 3¢ B Ab BRAT A, 53 A 5 IR 40 (5.6
mmol/L &N 24. 4 mmol/L HEElEd]) gl (HG
2H,30 mmol/L #iZ#EZH) \HG fin 0.65 mg/mL H1244H .
HG i 1.25 mg/mL Hzhel, RkER 5 MREAL, Hil
FITAHIA], RHEFRARFEA CO, Mi#faHh 157724 h )2 48 h
J5 LA MTT %58 20 pl,37 CHREGARZEFE 4 h,
LR R . WAL BVEW, BEALIMA 150 ul DMSO ¥
AR 10 min FESS TSRS ARSI 45
FLEHMISE (A490)
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W, W& ZHANMD, T Trizol ™ H& 4 R 18 B 45 2ok 42
A LA S RNA L1 % B B e L vk L 18's .28
07 T O, W RNA 5 F TCR . 5 BRI G S 454
WA &3 454 10 pL cDNA,RCR #"1#% GAPDH
FEH e FN 5 R Be. 519077581 : FN-F:5'-TGG AGA
GAC AGG AGG AAA TAG C- 3',FN-R:5'-CAG
TGA CAG CAT ACA GGG TGA T-3’; GAPDH-F:
5'-ACC ACA GTC CAT GCC ATC-3',GAPDH-R:
5'-TCC ACC ACC CTG TTG CTG TA-3', ¥4
4:95 C 55,60 C 30 5,72 C 30 s fEH 40 K. H
HABRIBE (CtE) R g 2 7223k FN 2L A
FEAN AL AT B B LA L GAPDH 1B R 4
SIS RE 1, DA SE PR 7 X R AL Hoa 238 5 R
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HEEAAAM PR FN S AACt, AACt=(Ct HIY
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Br, U H A SE R o =2 728
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e U BFHR oW B ( ELISA ) A5 4 s 3 b FN 2R
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4.6 SiiteEdiik AR SPSS 17.0
BAFHATG o, 2T LB DL x s RO, [A]—
P ) A5 A5 LA AR ) 1) Ll R FH SRR 3R 7 22 43 M, %
22 PERIVERLR ) LSD i T £ E L P <0.05
ZRAGIE

g B
1 X RMCs IR (£ 1) bH 24,
48 h,2.50 mg/mL H12541 RMCs (13458 &0} B4

SR RET 27.6% #123.0% , 5 0.65 mg/mL.1.25
mg/mL FGA L, ZRASIFE X (P <0.01),
#2751 2.50 mg/mL H1Z§% RMCs A #E/EH,0.65
mg/mL $1Z5F11. 25 mg/mL 2Z5% RMCs JCEEPELE
.

£1 rhzhx RMCs [FEPES2%:
A490

(x£s)

A5 n
24 h 48 h

0.451 4 £0.056 8 0.718 6 +0.061 1
0.469 8 +0.056 2%  0.708 6 +0.053 0%
1.25 mg/mL 4 0.50120.1255%  0.726 4 +0.080 9%
2.50mgimL #2255  0.2626+0.0882°  0.5598+0.0792"

T S0 FRLH R He 4, P <0.01; 5 2.50 mg/mL 2520 [R1 1t
i%,%P <0.01

X R 5
0.65 mg/mL #zf 5
5

2 41 RMCs 4B b (F22) b3 24 h Al
48 h, HG 4] OD {H# X R L B8 T 37. 7%
f44.5% (P <0.01), 5 HG 4l b%:, HG /i 0.65
mg/mL P25 I G R 2 R A Gt E R (P <
0.05), 4348 h, 5 HG 4 L%, HG /il 0.65 mg/
mL .HG /il 1. 25 mg/mL F1254 OD {E# HG 41 OD
HMTRET 31.6% F129.1% (P <0.01) ., #.W]
HG /in0.65 mg/mL 125 &% HG fin 1. 25 mg/mL H12y
AbFE 48 h REEE EOHERIECT (1 RMCs B34

3 #41RMCs FN mRNA Fiks i (3£ 3)
x4 38, HG 4 4L BE 24 48 h RMCs FN mR-
NA [ 5 1 4 ) 2 % IR 241 2. 45 571 2. 40 5,
ESRAG#E L (P<0.01); 5 HG 4 It#, HG Jin

R2 %4 RMCs B ILE (X £s)
A490
205 n
24 h 48 h
Xif B 0.404 4 +0.023 1 0.6822 +0.094 4

HG 0.5570+0.047 1" 0.9858£0.2158 "

5
5

HG /in0.65 mg/mL #12§ 5 0.4792+0.0718” 0.674 4 +0.137 224

HGJn1.25 mg/mL #25 5 0.5044+0.0373 0.699 8 +0.100 6°%

Vi X BEALIR W LE A, T P < 0. 015 55 HG 41 i ) He 8, “P <
0.05,24%4P <0.01
0.65 mg/mL #2541 . HG i1 1.25 mg/mL H 254
24 h FN mRNA B3Rk 2 R LGt % 5 L (P >
0.05) . TMAL¥ 48 h,HG /i1 0.65 mg/mL 2520 il
HG fil 1. 25 mg/mL #1254 FN mRNA ()58 HG
HAY M T T 52% H1 44% (P <0.01),{H HG fin
0.65 mg/mL 25415 HG Jin1. 25 mg/mL F 2541tk
B, 2R #E (P >0.05), ¥l HG Jin0.65
mg/mL #2455 HG /il 1. 25 mg/mL H254b3E 48 h fE
F#AR =B ER 8 N RMCs FN mRNA ik,

K3 454 RMCs FN mRNA FihmH® (x £s)
FN mRNA
415
24 h 48 h
Xif B 3 1+0 1+0
HG 3 2.4467+0.1504* 2.3975£0.2298"
3

HG Jin#250.65 mg/mL 2.1933+0.1721  1.1450£0.2051%
HG mh251.25 mgimL 3 2.1967+0.5508  1.349 0 +0.142 8%

FE: 56 AR Y R, * P <0.01; 5 HG 41 [8 1 H %%, 2P <
0.01;34 [{

4 %41 RMCs FN KB E (K 4) 55X
TR Fo A, R AL HE 24 h % 48 h,RMCs FN & 13
kTR 1.80 £5H11.90 £%5(P <0.01), 5 HG 4l It
¥ ,HG /n0.65 mg/mL 12§ HG /it 1.25 mg/mL
b 24 h 2R TIG ¥R L (P >0.05), 4
48 h, 5 HG 4 b4, HG Jin 0.65 mg/mL 2541 %
HG fin 1.25 mg/mL 2540 FN 2K [ #1550 5 F F%
46% [ 39% (P <0.01) . #&75x HG fin 0. 65 mg/mL
Hi2h & HG i 1. 25 mg/mL 24 X 58 [ AIG & i 2R 5
T RMCs FN 1A, HG i 0. 65 mg/mL #1EH
Y58 T HG Jin 1. 25 mg/mL $244 , {H 2% 5 S i+
HX(P>0.05).,

Fz4 %4 RMCs FN HEEEHKE  (ng/mL, x £s)

FN &HH

24 h 48 h

X AR 6 37.6767+7.9668 68.866 7 +3.540 7

HG 667.718 3 +5.807 7 *131.531 7.29.266 6 *
HG n+4250.65 mg/mL -6 59.4167 +9.466 1 71.5733+5.521 72
HG b2 1.25 mg/mL 6 60.250 0 £15.976 1 80.803 3 +14.813 02
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FN F2 22 Hy B /N ER R A0 M A= A, 2 B /N ER R
DX 20 i A0 o A 1 ) A, 48 AR Dl A A R
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PRI Z AE o FLIA T T8 9 B A 25005 25 10 7 ok o
U EWAHZ I, 2 R IE S L0, B i <o
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DN 1E 2 FIHEW H ARG, E iKW —1 &k
J&AMBBHA, IR, ORAT I, FHAS AR K, B8 Y
A I B, AR A o FEAS IS A0 B0, 8k
B PN, EK i v A S B, O B G B S DL TR g 3k
7 R 3 BV i S BEL T B 2R A R

T AR g AN E 25 52 5 B AR B IS MRS -
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WA N AR MAC T LB 2 SR L,
B B SRS 5 2R B RS 88 ORI, A7 IR s B R

BT AR T A s B L0 AR IS AT BT AR
ZEFRAE 3 25 AR, VB I I, I S A, L AL
AN RNTTANH V5 T AN IR, V5 s b, b AYS bR AR
Jiit, Y1 G o

FATH T IAREIE & B, % 255 J5 %) DN, ¢ i
A, BT RAFRIE T AE R, T BB s R I PR
AR A, 238 I 30 A8 2 S5, Dl PRV 1 2R
FRTCGE B D RE, AT B S8 R I DN RS 780 K RS s 1 —
FALEIKF , AR MU S SR L Y AR SCERiE
S 24 J7 4 RMCs 48 h REfEH 401 RMCs 1Y
W5 % FN mRNA KEAMERE, it — S5 25
ST BIVEFAPLEIFT T 7 RS FE Al
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