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Effect of Shensu Il Recipe on Notch-P53 Pathway and Podocyte Apoptosis in Rats with Focal Seg-
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ABSTRACT Objective To observe the effects of Shensu Il Recipe (S1II R) on renal function, pa-
thology, the number of podocytes, and key positions of Notch-P53 apoptosis pathway in rats with focal
segmental glomerulosclerosis (FSGS). Methods FSGS model was induced in SD rats by injecting Adria-
mycin and left nephrectomy. They were randomly divided into the model group, the Benazepril group, and
the ST R group according to body weight, 12 in each group. Besides, another 12 rats was recruited as
the control group. Benazepril [9.25 mg/(kg - d) ] and SI R[9.71 g/(kg - d) ] were respectively given to
rats in the Benazepril group and the S1I R group by gastrogavage. Equal volume of normal saline was re-
spectively given to rats in the control group and the model group by gastrogavage. All medication lasted
for 12 weeks. Levels of serum creatinine (SCr), blood urine nitrogen (BUN), high density lipoprotein
(HDL), apolipoprotein-A1 (Apo-A1) were detected. The changes of glomerulosclerosis were observed.
The number of podocyte, the protein expressions of Notch1, Hes-1, P53, and Bad were also determined.
Results Compared with the model group, HDL significantly increased after 4-,8-, and 12- week treat-
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ment (P <0.05) ;SCr significantly decreased (P <0.05)and Apo-A1 significantly increased (P <0.05) af-
ter 8- and 12- week treatment; BUN, glomerulosclerosis index, the relative area of glomerular mesangial
matrix, Notch1, Hes-1, P53, and Bad protein significantly decreased (P <0.05), and the number of
podocytes significantly increased (P <0.05) after 12- week treatment in the rest two groups. Conclusion

S1II R postponed the development of FSGS rats possibly through regulating notch-P53 signaling path-

way and inhibiting apoptosis process of podocytes.
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1BIT 8 JE 34.67 £4.34 7.35+0.18 1.81 +0.14 0.14 £0.00
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HBIT 4 JH 50.55+5.81" 10.21+0.51°* 0.75+0.09* 0.09 +0.01*
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WBy7 12 71.38 +18.58 " 16.56 +2.12 * 0.56 +0.11"* 0.10 +0.00 *
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BIT 4 45.76 +4.96 10.01 +1.21 0.96 +0.06% 0.10 +0.01
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59N i) 10 bapgt:i) 45.21 +7.54 9.43 +0.46 0.80 +0.27 0.10 +0.00
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S IR R HLAE, * P <0. 05 ; S 20 [F] 39 Ho 4, 2P <0. 05

A X IRAL ;B WAL C Sy DUIREFI4L ;D e T 54 ; B 2 [
1 FAE/DEREEITNZE R (PAS, x400)



- 976 - R PG EESE A 4% 2017 45 8 A2 37 %45 8 ] CJITWM, August 2017, Vol. 37, No. 8

K2 SHEB/DIREAFMOILE (x+s )

25 N CE/NERIEACAR R B/ INER AR LA X T AR (% )
papi 12 0 2.97 £1.23

LY 10 2.89+0.31" 50.91 £13.27*
DUAE A1) 11 2.19+0.35% 20.45 +12.30%

o 1 10 2.01=+0.27° 21.15+12.59%

T ST ERAI AR, T P <0. 05 SHOM4I L4, AP <0. 05

R3 SAF/DRREMMEE LR (DFEDER, x x5 )

20 5] n SR ECR
PO 12 45 +7
el 10 20 £3*
DU ) 11 29 +5%
5 105 10 36 +644

T SRR, © P <0.05; SR 41 ks, AP <0.05; 5 0K
WL L, 4P <0.05

2 BB WT-1 Rk

(Bepefb g, x200)

4 %% Notch1 Hes-1.P53 Bad HEH %At
B(FE4,K3) SXFIEA A, BRI Notch1 \Hes-
1.P53 J Bad H ¥/ (P <0.05) ; HHIAIZ L1
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growthfactor-g, , TGF-B, ) /™51 P38 22534 [5G L&
LG S Smad7 {5 S5 Sl i 115 TR X
FEFRSF Y Notch 15538 B W A MUY 5 & 81, B
KX Notch 155 %75 /& 40 i & B 1Y OB I 30 i #5 4
A 0 A A B A B O E 2 A A
A J5, Noteh 38 B% i 1% J5 AT i = /2 40 A Bk 2o
G2/M Ik A A, 0 3t A 22 53 349 M T B M B 2R
WA, A SRR T . T P53 1 R A i
S S S TR M R T R
PIFERT, U AR 0 7 B i 5 Bel-2 4 &
AL Bel2 PR i T A 5P T A Rk
%, 534k P53 ik n] FE S Bad &M E AR,



rhE PG RS A ek 2017 4E 8 45 37 :45 8 i CJITWM, August 2017, Vol. 37, No. 8 - 977 -

1t P53 A Si ARG 1) 240 e o) T B A ) Bad Y B R
b, B S5 AR R T e A A R R
A SRR B R I RE RS, A SRR AR R A

B o5 11 5 22 R 18 24 R 2 50— i g 2 e ' Rt
R0 1 s ) b B ALk SR A e, DAY AR VD 1
LI, 2 RS S IR AR, AW IR B2 4
T, B4 FSGS i 728 B U3 i vh 24 52 75 il 541
B o5 115 5 DASEH 5 S v i O 98], i 5% <
Bl 22 RKIESE BT 28 ML R, A 2% S Y
H vl FaEH A, f6 AR, R E PE R 5 o F 4022
HAE A ES . W2 UR, =i, s, M
WARMEETT, BEVUA =M R SR, %7
AT M /N R A S Y B D R IGR 2 PR
EEHEM R B EPIR AT . R, B 25 B AR BT
FOIRUESE ) B IR R HA J  F B AR 25 ) £ T AT
B/ INERREAL AR

ARSI ZE R R, FSGS BRI R R4 ¥ 75 T 5+
W5 , 3% BUN SCr F#fik, HDL J2H % Apo-A,
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