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Effects of Zuogui Jiangtang Yishen Decoction Plasma on Apoptosis of

Podocyte Cells Cultured in High Glucose Condition
CHEN Cong', LUO Wenjuan’, YU Rong™*, LIU Huwiping, YANG Shenghui’, TANG Yuan’, ZENG Jing, ZHANG Xiang
(1 Guiyang College of Traditional Chinese Medicine, Guiyang, Guizhou 550000, China; 2. Hunan University of Chinese
Medicine, Changsha, Hunan 410208, China)

(Abstract] Objective To investigate the expression levels of bax, bcl-2 and cell apoptosis in podocyte cells cultured
in high glucose condition in vitro, and the regulation effects of Zuogui Jiangtang Yishen decoction plasma. Methods Cultured
podocyte cells of mouses were divided into four groups: blank group (group A, 25 mmol/L glucose, 10% blank
plasma), high glucose group (group B, 200 mmol/L glucose, 10% blank plasma), Zuogui Jiangtang Yishen decoction
plasma group (Group C, 200 mmol/L glucose, 10% containing medicine plasma), and 4-Phenylbutyric acid (4-PBA) group
(group D, 200 mmol/L glucose, 10% containing medicine plasma). The cell apoptosis were observed by immunofluorescence
stainings. The cell viability was detected by MTT colorimetry assay. The protein and mRNA expressions of bax and bel-2

were analyzed by Western blot or reverse transcription —polymerase chain reaction, respectively. Results Compared with
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the group A, the viability of podocyte cells was significantly decreased of group B, and their expressions of bax and bel-2
protein or mRNA were upregulated (P<0.01). Compared with group B, the expressions of bax protein or mRNA of podocyte
cells were downregulated (P<0.05 or P<0.01), but the protein or mRNA of bel-2 were upregulated (P<0.01). Compared
with group C, the cell viability of group D was significantly upcreased (P<0.05), but there was no statistical significance of
their expressions of bax and bel-2 protein or mRNA  (P>0.05). Conclusion The higher level expressions of bax and bel-2
protein or mRNA were the molecular mechanisms of podocyte injury. ZJYD plasma can repair the damaged podocyte by

regulateing the protein or mRNA expressions of bax and bel-2.

(Keywords) Zuogui Jiangtang Yishen decoction; high glucose; podocyte; bax; bel-2

FE 20 B ASE T N BR BRI B A | S 2R 3 A Y
R AN, JLT- A AR R T BN R S Y
JE— B BEBE . AL A0 5 AR, 5 PR '
(diabetic nephropathy, DN )1 % 5 AH G, 4 i
AT P EOE MR A B R HE R Z —
bax \bel-2 2 17 240 M 08 T %) SC B 2 11 T, Hoah 50°F
1 A4 A AN L8 A7 0

IR AL 2 T DA 9 B A VA R R A O AT
B R B MKR BUE D 6E , PR30 2 4l ML 454419 7E
AR ST Al b, AR SCHE— 2D BT A2 H Bl 45 1
7 5 24 1 3% 0k i B S 2 0 MO R T & bax bel-2
FIRMWEZIE W R B B A T B AR S G
WA

1 ¥ 57*E

1.1 #E

L1 408 ke sh¥y /0 BUR 400 A8 b 5 By 40
fE .ty (mouse podocyte ;3111C0001CCC000230) , 1%
I B AT 2 WL SCHRT 5296 37 Hb 32 2 ) e
P 24 R B 2 SRl 2 S g oo B3 08 Fl i SD R
BRI 1 30 P 407 3 v S 3k SE B B ) A BR A WD 1 R IE
45 :SCXK (i )2011-0003 , fA& Jii & 24 220 ¢, W3+
MR P EE 25 K2 SPF e sy bt

.12 FZH B RNA 2EGKH &, WH KR
A AR A BR S A 5 305 SRR &, W - Fermentas
v w5 PCR 519, A T8 w45 G RIPA 24
W, WA b s & AR B R A BR A F] s Mouse
GAPDH antibody 14 F1 SANTA 2 F) ; St/ bax
bel-2 £ wa BEPUIAR , B  SfL W LU E BT — e,
¥ E b s R AR F R B A s Hoechst
33258 PG kL, W [ A IR E AR YR AT BR BT
ON ] R A RE (ST W 8 2 4R AT AL
FIA PR A 5 4-F8FE T R (4-PBA) W B Sigma 22,

.13 EEUER TG16W B &0, W A Kb
LA AT BR 2 7] ; WD-9402 A 7 PCR 73
10, W AR S — R ;F1-F2 Fuses Type T2A
TG 2% RO BEE L AG 53 BT & 48, W H Bio—Rad 24
) ;BioPhotometer plus % #% 2 & 1 73 #14X, W A
Eppendorf 73 7] ; A1 BYOG 35 48 W G 1 F e TR
AT
114 Sl AR E Oy i 2 |
B 255 9 BRZG A L (250 ) A% RO &K
230 min 5, ZUKBIE 2K, RAIELEMIE
W, e A L R R 2 g/mL B ZG I, KA R B
4 CUKF PR, SD KR 24 H BN N 3
.2 Y T 4-PBA 41, B4 8 H, FHIR IR
FHFRI L 3 545 25, 45 25500 i 4 N5 R UM 3% 1 7R
HBEITE, 2TTHAMWE N 2 g/ml, K
29.21 g/kg, B 7 14.6 ml/kg;4-PBA 4124 ¥yik
J£ 0.2 g/mL, %5255 3 go/ke, #EH A& 15 ml/kg; kK
ML 7T dEBSHZ, BR1IR, SAMHTHRE
KHEE AR 2 FH, RRGZ 1 h )5, EE50
Jik 4 % B I ,7.5% EDTA -Na, HT 8, W4 1M 3% |
0.22 pm JEfEIES 56 C/KIB KK 30 min, 3%,
JCE T =20 CrkARA& . ImAE, B HAE FBS
(1) DMEM $% 5% B il 28 7 7 v B T 52507
1.2 ik
1.2.1 ZiMe¥sse . A gy MR E
10% Jifi 2F 1ML 7% ,90% DMEM 5% 4= 15 3 3£ (% 100
U/mL & % % 100 wg/mL 85 F 25 mmol/L #] %)
B TEAN RT3 % 5%CO,, 37 CHE -5 h 15 3%, Wil
2~3 d HHRBE IR — U, B O B AN I A
(SEL R SCAUE R TR N T N R U e T Xt 2 e
T 525,

FH 58 42 15 7 3 ) 40 %5 72 O 1x10%/mL 1 40 il
BRI, SRS e P RE IR R A 58 4 8 AR S LR R



10 T g v 12 25 R AT

2016 55 36 &

5 mL, A CO, B FAh i F B RE . AR & a4
I35 i) DMEM ¥ 52 ik R 6L B 12 h 5, 43 i s
FIZH (A 41, 10%%5 3K ) DMEM 35 57 5 200k B
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SS9, bax: L 5°~CCAGGATGCGTCCAC-
CAAGAA-3’ T 5°~CAAAGTAGAAGAGGGCAAC
CAC=3" /¥ KR/N 197 bp, bel-2: L 5°-GGTAC
CGGAGAGCGTTCAGT-3" i 5°~CTGCTGCATTG
TTCCCGTAG-3" ,7*¥ K’y 303bp, GAPDH, i 5
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138 3 MR, S BOE FUR I KR it 2 F R R AN
B2 GBM Hhig R E T AN SR GBM 2
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