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[Abstract] Objective; To explore the neuroprotective effect of Buyang Huanwutang (BYHW) on
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diabetic peripheral neuropathy (DPN) rats by regulating SIRT1/p53 pathway and to clarify the mechanism and
the dosage of astragalus in the prescription. Method: A total of 90 SD rats were randomized into control group,
DPN group, DPN + BYHW containing 120 g Astragalus (at 15 g-kg'-d"') (BYHW120 group), DPN + BYHW
containing 60 g Astragalus (at 8.75 g+kg'+d"') (BYHW®60 group), DPN + BYHW containing 30 g Astragalus
(at 5.625 g-kg'+d"') (BYHW30 group), and DPN + «-lipoic acid (at 60 mg-kg'-d') (ALA group). Standard
diet was given to rats in the control group and high-carbohydrate/high-fat diet and streptozotocin (ip) were used
to induce diabetes in rats in other groups. The administration lasted 12 weeks. After the intervention, mechanical
pain threshold and nerve conduction velocity were detected. The L4-5 dorsal root ganglions were stained with
haematoxylin-eosin (HE) and toluidine blue to observe the pathological changes, and the apoptosis of nerve
cells was detected by terminal deoxynucleotidal transferase-mediated dUTP-biotin nick end labeling (TUNEL)
assay. Cleaved cysteinyl aspartate-specific proteinase-3 (Caspase-3), and the main proteins in the SIRT1/p53
pathway, such as silencing information regulator 2 related enzyme 1 (SIRT1) , acetyl-p53, dynamin-related
protein 1 (Drpl) , Bcl-2 associated X protein (Bax) , and B-cell lymphoma-2 (Becl-2) , were detected by
immunohistochemistry and Western blot. Result: Compared with the control group, the DPN group presented
increase in blood glucose (P<0.01), decrease in nerve conduction velocity and mechanical pain threshold (P<
0.01), rise of the percentage of positive cells (TUNEL assay, the same below) and the expression of cleaved
Caspase-3 (P<0.01), drop in the expression of SIRT1 (P<0.01), and elevation of acetyl-p53, Drpl, and Bax/
Bcl-2 ratio (P<0.01). Cleaved Caspase-3, acetyl-p53, Drpl, and Bax/Bcl-2 ratio in each administration group
decreased as compared with those in the DPN group (P<0.01). Nerve conduction velocity, mechanical pain
threshold (P<0.05, P<0.01) , and the percentage of positive cells (P<0.05, P<0.01) increased in the
administration groups as compared with those in the DPN group except for the BYHW30 group, and BYHW 120
group and ALA group showed the increase in SIRT1 (P<0.05, P<0.01). Nerve conduction velocity, mechanical
pain threshold, and SIRT1 expression were lower (P<0.05, P<0.01) and expression of cleaved Caspase-3 was
higher (P<0.01) in the BYHW60 and BYHW30 groups than in the BYHW 120 group. The percentage of positive
cells and the expression of acetyl-p53 were higher in the BYHW30 group than in the BYHW 120 group (P<
0.01). Conclusion: BYHW inhibits apoptosis and exerts therapeutic effect on DPN by regulating the SIRT1/p53
pathway. The therapeutic effect is related to the dosage of Astragalus in the prescription. BYHW containing 120 g
Astragalus suppresses p5S3-dependent apoptosis more significantly than Buyang Huanwutang containing 60 g and
30 g of Astragalus.
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1.1 3% SPFZMEYE SD KL 90 H,3~4 &%, 1k
JihE(110£10) g, W B At 5 4 F1 48 52 56 3 ) H R
HRA A, A HES SCXK (L H)2016-0006, A< HF
EOEAN G = i [ A S Vs S (o L S e I AR
(DWLL2018042).

1.2 5% BENRAA W R (STZ, AL s REKEREA
FR 72> 7], it 5 S8050) 5 au-Hiii ¥ ik (ALA, 32 [E Sigma-
Aldrich A &, fit 5 T5625) o #b FH A 1037 I T 21 %
W 120 g, MH6 g, RAT45 g, M3 g, NIl 3 g,
e 3 g, 20463 go 1 FH #2528 W) 2B 77 1
T 245 B 5 R (B RS I 7 UK A 18091611, X4 1K
BE 77 WOk 5 18051261, M BC 7 WOk 4t 5
18081921, Hk 1 fict J7 i ki 4k 5 18080711, 4% Aj it Jr
ORI 5 18081851, £1 46 Jic J7 A It 5 18080171,
J1 55 e 7 OB 5 18042511) 5 S5 vf BT Y 120 g B
B 4D PHAR 197 4 40 BRI 137 R 5 5 60 g #5 1 5l
EAMBH I 037 7 R R S 60 g, LA 25 ) A
AR 30 g ¥ e T A BH I8 T3y R R
30 g HARZG Y I ANAS o bl e A iRk LG S R by
TR BRA R, A #IES SCXK(5E)2019-0003 ] .
1.3 N HARE-PHL(HE) e a3l ) &, R i
W e R & (R GE R A R A R | L it
S0 Bk G1005, G1032) 5 J& 7 K ¥ b 0 i
(TUNEL) i # & ( #i + Roche 2 w , it &
11684817910) ; SP-9000 ik 7 & (At 5w A2 & HF =)
FeARA R w45 SP-9000) ) ; RIPA 24 /it Wi , 35 (1
ARG v (A R E R A R A AL S 4 )
S R0O010,P1016) 5 BY U A9 > i & iR K 4 208 & 11K
fift it} -3 (cleaved Caspase-3)$i 14 (32 [# Cell Signaling
N F Lt 5 9664S) ; SIRTI Bt ik , 2 Wk 1k # p53
(acetyl-pS3) P ihk , Z b tA M 5C 3 1 & H 1(Drpl) it
& (% E Abcam 24 ® , #it 5 4 il O ab110304,
ab61241,ab184247) ; B 4 A bk 4983 -2 (Bel-2) Br if,
Bel-2 4 3¢ X & 1 (Bax) B Ak , B-WL 3l 2 1 (B-actin)
Pt & (I Abways 24\, it 5 48 5 CY6717,

CY5059,P60709) ;% — 41 (35 [ Li-Cor 24 7,41t 5
926-32211)
2.1 XA RAZEAL B A M (35 SR AR A D)
Von Frey % B3 Il 9 1% ( 3& [&] IITC 2\ #] ) ; BL-420F
AR PR S A (AR A LR B A BR A R ) ; DPT2-
CCD % ¥ & SCHI R & 48 ( H 7K Olympus 24 7 ) ;
PowerPac i Hi JK {¥ , Semi-Day Y > - §% A ( &
Bio-Rad /A ) ; Odyssey 1 £1 #1641 6 AL (3£ 1
Licor A7l ).
2 Ak
2.1 Sh¥srdl BERLE ST 90 H SD K EUBE ML 4>
FE H A, BRI AL, 120 g B O A H IS 1 4l
(BYHW12041),60 g # £ #h fHiA H % 41 (BYHW60
2H),30 g ¥ EANHIE A 4 (BYHW304) , a-fi 2%
FRAH (ALA#) . IEW A THrlEke., Hagd
RS B A R 3R 6 B L AR S 30 mg-kg! STZ
JE SN E B . fE RS STZ 1 AR, 245 I8 i B >
16.7 mmol- L™ 35 S ¥5 IR A5 s 9, I 4k 22 = b =5 g 1)
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[i] 44 3 T AR AT B 0 S AIGR) £ LU AR, 3B KRR
H e Bk 25 5 . BYHW 12041, BYHW 60 4,
BYHW30 20 43 51l 4 55 41 X6 B 1) v 24 6 JL AR 7K %5
#2120 g ¥ 150 5 Ah PR T3 15 g-kg'-d", 60 g
B kD BH I8 197 8.75 g kg - d”, 30 g i 1 A Ab
FHIA F9% 5.625 g-kg' - d"' (257w A= 21 )
B ALA 4 K% 60 mg-kg'-d' 44 5 a-Bi ¢ BR #E
B IE R A MBI 4 T SRR AR B K . 259
TR 12 4 .
2.3 fEARA I
231 FEMBE LK R S5 T AT s S
4 JE N i S R BRI i IR E S RS T (B
12 h) BRI i ok i, A ot oA 4S5 i o
232 Bt T g WA B M &R 5
(SNCV) , 12 Ji &b B8 K BT A i K BLURR 58 b 28 1%
PR oK S5 R BRURR B (R R UM B 75 mg- kg AN
FHORBE R 7.5 mg- ke I R VR G, W0 R 24 9 25540 4 v
WX P 28 22 8, %k ] P 28 A 52 TE 52 ) ), A b 351 2 Y
BTS2 6. B 30 °C o BliME o 2 Ak B pf
2, U 0T I AR o T AR B PR 2R T e I T S R
e, 37 Sty 30 R 9 A A S B (L 1.5 V),
10 5% I H I v L B A% S R O s H A T A
(T)o Wi il Z B 5 (S) , 115 SNCV=S/T.
. 3 .
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TUNEL & W IR A W TArAs b, 37 °CHE i & 5
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2.3.6 % 41 fk K Wl SIRT1, acetyl-p53, Drpl,
Bcl-2,Bax, cleaved Caspase-3 51k AU H —

. 4 .

FHOR L0 B B O BE S K, KRB T K v . A
1% 2% #h i (0.01 mol- L', pH 6.0)1& & i 5 (30% 1 ik
K MBS 20 min) , H IR B % IR, PBSTE ¥k . 4H
21 1% i 3% H,0,,37 °CH# & 10 min, PBS i ¥
HZY) A F L LT 2 R P 10 min, 49025 B P,
TN —P (—PUA B L], SIRT1, 1:200; acetyl-p53,
1: 200; Drpl, 1: 400; Bax, 1: 400; Bcl-2, 1: 200;
cleaved Caspase-3,1:200) ,4 °C i &5 i % , PBS i
Uk o % SP9000 i 7] & 16 W, 1% AR ) R AR i
$i,37 °CIZ &M H 15 min, PBS 15 Uk . 1% hn 3R AR i
ALY T bR 10 B EE O R R L 37 cClE & E
15 min,PBS &t . 2HZ41V1r DAB W4, i il T~ W
g2, DAl B ARt ], Bk KIS e, SRR E Y, Hok
KWEVES L 1% HCLA3 Ak, HRIKIEBE . B SRR
K, B, R E R e A SR . |
HIAMER A EREARE AEOE AN, R
Image-Pro Plus 6.0 54 #4773 WO B 14 73 # .
2.3.7 AE M 4P BT (Western blot) £ 1] SIRT1,
acetyl-p53,Drpl,Bax,Bcl-2,cleaved Caspase-3 & &
AR5 BSOS L, 935 AR Bl 229, A
RIPA 2L W A7 51 % /24 M 3R O AR L BT, A
EE B, 1 12% 0+ kR R RN
A% T MWz 58 1 i, Wk (SDS-PAGE) Zr B & 11 . 2K T 4%
AL (25 V, 20 min) , #F— 26 | H % 5] 0.45 pm
fL# PVDF & [ o HI 5% i fg 4 W3 1 2 h, TBST i
YEJE % PVDF B 5 — 4t (# B LL 5], SIRT1, 1:400;
acetyl-p53, 1: 500; Drpl, 1: 1 000; Bax, 1: 2 000;
Bcl-2, 1: 5005 cleaved Caspase-3, 1: 1 000; B-actin,
1:5000)7E 4 °CHF B %, I TBSTIE Uk . #4557
& = Hi(1:15000)8FF 1 h, TBST i& % )5 , A TBS,
fd JH Odyssey 2141 A% & e % B 47 43 4, O
Image J R AF HE 17 K BE 23 B, N 2 (B-actin) 3¢ 1F 2K
ST

24 GitE e MGt oA B SPSS 24.0 434
Bl M EEORER H x £ s TSI IR 241 Ak
KI5 22000, FEN F Tukey K6 36 90 9 L AT . Geit#6
6 35 SR FH AU K6 36, P<0.05 3878 22 508 Ge it 78 X
3 &R

3.1 X} DPN K% E MK EAEmE  5IiE
WA R, STZ % 3 K BRIl b W 2 75 (P<0.01) , 22
SAH B ERITEE X 4,8, 12 AR SR R 3R K
VL2 25T P I K P SR B A L A 2 e RS
T R 1, &SI 4 R BUA B & 22 % L4
IR . WEk2,
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F 1 #PAEEFH I DPN KR MAERI I (X+s,n=15)
Table 1 Effect of Buyang Huanwutang on blood glucose in DPN rats (x+s,n=15) mmol- L'
215 /g ke 04 47 8 JA 128
IR 4.50+0.36 4.53+0.71 4.62+0.36 4.3340.61
BERY 26.57+1.75" 28.13+2.78" 28.07+3.76" 27.97+2.48"
ALA 0.06 29.23+3.42" 26.50+2.81" 28.43+1.64" 27.06+2.45"
BYHW 120 15 25.67+2.60" 26.74+3.16" 26.30+4.06" 25.08+2.70"
BYHW60 8.75 25.63+4.00" 27.63+3.95" 26.77+5.20" 26.77+4.10"
BYHW30 5.625 27.64+1.40" 28.51+2.87" 28.67+4.05" 27.85+3.72"
S IER AV P<0.01,
F2 ABAEHEFHIDPNARERENF M (X+s5,n=15)
Table 2 Effect of Buyang Huanwutang on body weight in DPN rats (x+s,n=15) g
2157 Mik/g-kg! 0 47 8 Ji 124
EH 286.33+12.34 395.00£15.13 409.35+16.77 409.32+18.15
LT 321.34+15.53 413.34+£20.21 407.60+21.59 408.20+24.66
ALA 0.06 313.68+13.05 409.00£16.00 425.28+26.65 421.00+35.36
BYHW 120 15 311.70+17.56 417.35+21.12 422.67+11.68 436.14+26.51
BYHW60 8.75 304.54+18.56 403.00£16.09 417.30+12.50 413.67+25.15
BYHW30 5.625 314.00+9.17 409.02+13.89 416.72+20.21 412.50+35.32

3.2 XF DPN K UG A 28 1% S 0 B R AL ARG 1 9 1
MIRZ M 5 0E 2 b A, AR R 2 K BRUBR O Pl 4 4%
R 2 FEAR(P<0.01) . SRR LA, ALA YL,
BYHW 120 41 f1 BYHW60 41 SNCV ¥ i & Jt & (P<
0.01) . 5 BYHWI120 41 I % , BYHW60 41 fll
BYHW30 241 SNCV W] i [% Ik (P<0.05,P<0.01). §
TEH 2 Eh A, A A A R BB R B R AIG (P<
0.01). M4 4, ALA 40, BYHW120 4 il
BYHW60 41 #L A% P 9 0 B & F+ &5 (P<0.05, P<
0.01) . 5 BYHWI120 #41 [t % , BYHW60 41 Al
BYHW30 4 #L #ik 7 9 B B & B ik (P<0.05, P<
0.01), WK3.

3.3 X DPN K i DRG§ L Z LAy 52 m 1F % 4
DRG 5 i 28 T IR b & Rt MR 5 1Y Nissl A, ¢
TR, 5 RBURLIR 5% 8RR o 88 A 4 22 e e Ak
 NissU R BH /b Y @ A8 % R A /N, ALA 4
A BYHW 120 21 Nissl A 5 5 A 20 15 22 | e A 500K
WE 2,3,

3.4 Xt DPN K B 20 A 0 1 9 52

3.4.1 XfDPN K DRGAIMEIHT-AIF M  HIEH
ZH EL R, B 2 P R A0 AR 43 b R S S (P<0.01) 5
SRR K, ALA 20, BYHW 120 20 Fl BYHW 60
ZH PH P A E S bk R B (P<0.05, P<0.01) 5 5
BYHW 120 41 b % , BYHW30 20 FH M 40 j 5 43 L

F3  FMPAZEFE A X DPN X R B 5 4 2 45 55 B 0 AL AR M o 1 B
B (X+s,n=6)

Table 3 Effect of Buyang Huanwutang with different quantity of
astragalus on sensory nerve conductive velocity (SNCV) and paw

withdrawal thresholds(PWT) (x+s,n=6)

5 FlH/g-kg'  SNCV/m-s’ PWT/g
EH 45.93+2.96 77.81+10.73
[l 14.3742.91" 25.39+14.46"
ALA 0.06 32.10+1.64% 60.36+10.96*
BYHW 120 15 35.46+2.01% 61.30+£8.99%
BYHW60 8.75 26.89+2.40%% 42.79+6.09%Y
BYHW30 5.625 21.62+1.88" 34.61+£8.41°

5 IE R A IRV P<0.01; 5K 4 1L 5 Y P<0.05,Y P<0.01;
5 BYHW120 4t #: ¥ P<0.05,% P<0.01,

EFH i (P<0.01). WK 4,%4,

3.4.2 X DPN Kl DRG ' cleaved Caspase-3 2 [

KR MWMEm  5IEW 4 B, K4 cleaved

Caspase-3 F ¥ F ik & I (P<0.01), SHIAI4 L

B, 45 25 T 4 cleaved Caspase-3 #H X} 3 15 15 &

i (P<0.01)., 5 BYHWI120 4 [t %, BYHW60 41 Fil

BYHW30 4 cleaved Caspase-3 # X} 3 ik & ¥ F+ &

(P<0.01)., WK 5,6,%4.

3.5 SIRT1/p53 i B AH G 1 R IBIE O

3.5.1 Xt DPN K. DRG ' SIRT1 ik 5 m

PEAALSE R R, 5 1E & 41 i, BIAU 2 SIRT1 ik
. 5 .
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A IEH 4B, BRI ;C. ALA4L;D. BYHWI120 41 ;E. BYHW60 41 ;F. BYHW30 41 ( [ 3~8 [A] )
& 2 #MPAEFE %3t DPN X R DRG 2 35 4L B9 %5 0l (HE , x400)
Fig.2 Effect of Buyang Huanwutang on pathological changes of DRG in DPN rats (HE, x400)

B3 #MPEERZHX DPN KR DRGFE I A F N (F 2R, x400)
Fig. 3 Effect of Buyang Huanwutang on pathological changes of DRG in DPN rats (toluidine blue, x400)

Bl 4 #MAEF %%t DPN K B DRG 4058 T H9 80 (TUNEL , x400)
Fig. 4 Effect of Buyang Huanwutang on pathological changes of DRG in DPN rats (TUNEL, x400)

£ 4 FFAZEEZX DPN KR DRG AAE T I (v+s,n=4)
Table 4 Effect of Buyang Huanwutang on apoptosis in DRG of DPN rats (x+s,n=4)

21 51 F /g kg! TUNEL #7 1 BH 44 48 il /% cleaved Caspase-3 cleaved Caspase-3/B-actin
EH 0.350.60 21.51+£1.96 0.44+0.03
i) 31.51+4.69" 42.54%1.71" 1.40+0.02"
ALA 0.06 17.71£2.73Y 27.71+1.48% 0.85+0.04"
BYHW120 15 17.75+1.90% 25.21+1.36" 0.890.03
BYHW60 8.75 21.86+2.90% 32.04+1.41°9 1.1840.04°%
BYHW30 5.625 29.14+5.86" 37.87£1.75°Y 1.2240.04>%

s HIEH 4 i VP<0.01; SR 3 Y P<0.05,2P<0.01; 5 BYHW 120 41 % ¥ P<0.01,

B 5 #MPHIE %X DPN AR DRG H cleaved Caspase-3 35 B 850 (2 411k , x400)
Fig. 5 Effect of Buyang Huanwutang on cleaved Caspase-3 expression of DRG in DPN rats (IHC, x400)

BEREAR(P<0.01); SBIRIA i, & 25 T iidl 55OE W2 A, BRI 4H SIRT 1 AH X 6 35 & 15 35 FRAIG
SIRT1 %35 i # 71 & (P<0.01) ; 5 BYHW120 4 [t (P<0.01) ; 5HIR 2] tb 4, ALA 41, BYHW120 41
i BYHW60 20 A1 BYHW30 4H (9 SIRT1 3 ik [ 1% SIRT1 A X} 3 ik & B &8 7+ & (P<0.05, P<0.01) ; 5

(P<0.01)., WK 7,3 5. Western blot & il &5 K, BYHW 120 41 It #: , BYHW60 41 Fl BYHW30 4 {4
. 6 .
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cleaved Caspase-3 - ” -“ 19 kDa
3 42 kDa
PR ——T L
A B C D E F

6 &4 KAF DRG H cleaved Caspase-3 & 3 R IiAH K
Fig. 6 Electrophoresis of cleaved Caspase-3 expression in DRG

of rats in each group

SIRT 1 AR XS 3 34 Bt B AR (P<0.05) . UL 8,35 6.
3.5.2 X} DPN K [ DRG ' acetyl-p53 3 ik K 5% i
G AL S R R, 5 1E 4 A B acetyl-
p53 Ik W ThiE (P<0.01) ; S BIRIZ LA, 4 1 24
+ T 4 acetyl-p53 & 15 B i B4 (P<0.05, P<0.01) ;
5 BYHW 1204 b4 ,BYHW60 £ il BYHW 30 £H 1
acetyl-p53 3K ik W % Jb & (P<0.01) . W& 7,3 5.
Western blot £ il 45 7, 5 1E % 41 Lk &, £ R 2

SIRT1
acetyl-p53

Dol #5

Bcl-2

acetyl-p53 FH X 235 2 B 3 TS (P<0.01) s S RIRI 2]
e #% , ALA 41 , BYHWI120 41 , BYHW60 41
BYHW30 41 acetyl-p53 #H Xf % ik & 8 3% B K (P<
0.01) ;5 BYHW 120 41 tL % , BYHW30 41 [ acetyl-
p33F Ik B FE T E(P<0.01), WK 8, %6,

3.5.3 X DPN K DRG # Drpl LMW HRE
WAL AT 45 R SR 5 OE A S BB 4 Drpl %
IR TR (P<0.01) s SAEAIA] LA, % 25 T 4l
Drpl %35 B EFEAK(P<0.01); 5 BYHW 120 4H L 4%,
BYHW60 #1 1 BYHW30 41 Y Drpl % ik 8 & Tt &
(P<0.01), ZRAHREZRIT¥HE X, WE7,%5.
Western blot £ Ml 25 75 , 5 1F 5 41 o A, B AU 4
Drpl A Xf 33k & i % Th 5 (P<0.01) ; 5B A4 [
B ,ALAZ ,BYHW12041,BYHW60 241 F1 BYHW30
ZH Drp 1 AHXF 3k 5 1 18 2Z WK (P<0.01) , 255 A B
FHHitrE L. ke, 8,

B 7 #MPHIE Fi% Xt DPN X R DRG m1 SIRT1, acetyl-p53, Drpl, Bax, Bel %3& B 820 (e 414k , x400)
Fig. 7 Effect of Buyang Huanwutang on SIRT1,acetyl-p53,Drp1, Bax, Bcl expression of DRG in DPN rats (IHC, x400)

3.5.4 X DPN K [ DRG 1 Bax, Bel-2 3 ik (1 5 i

AT E R R, 5IE % A A B AL
Bax 5 Bel-2 W {H 2 3 = (P<0.01) 5 5 8 R 41 1
B, 4 M 25 1 W41 Bax 5 Bel-2 [ fH i 3 B AL (P<
0.01) ; 5 BYHWI20 #1 & # , BYHW60 Z1 #i
BYHW30 41 /Y Bax 5 Bel-2 FAH 2 35 1 (P<0.01) .

TR 7,725, Western blot %l 25 /R, 5 1E % 4 b
A B2 Bax 5 Bel-2 (9 F A 8 25 T & (P<0.01) ,
ZRADEGIE L SR L, ALA 4,
BYHW 120 41 , BYHW60 41 Al BYHW30 4] Bax 5
Bel-2 1 L (B 34 B & BRI (P<0.01) , 2 5/ B & 51t
FEN, ke, 8,



H28 BH 2 M REXEGTHFERE Vol. 28,No. 2
20224F1 H Chinese Journal of Experimental Traditional Medical Formulae Jan. ,2022
x5 #PAEFE AT DPN KR DRG # SIRT1/p53 & B 14 KM (x+s,n=4)
Table 5 Effect of Buyang Huanwutang on SIRT1/p53 pathway I4 in DRG of DPN rats (i+s,n=4)
205 /g ke SIRT1 acetyl-p53 Drpl Bax/Bcl-2
EH 41.6+1.26 24.93+1.12 14.78+1.31 0.87+0.04
HLRY 14.56+0.99" 50.63+1.16" 50.85+1.23" 1.93£0.07"
ALA 0.06 40.85+0.56" 26.78+0.54" 19.40+1.37¥ 0.9420.01%
BYHW 120 15 36.44+1.88% 28.43+0.74" 25.59+0.68% 0.83+0.03%
BYHW60 8.75 32.31+1.42°% 34.05+0.96** 37.42+0.87°% 1.29+0.05%
BYHW30 5.625 30.29+1.31°% 43.81+1.19%% 47.54+2.36%Y 1.45+0.09%9
TE SIE R4 Y P<0.01; SR 4] H A 2 P<0.05,7 P<0.01; 5 BYHW 120 21 H 45 ¥ P<0.01.
% 6 #MPAE FE % ¥F DPN A R DRG H SIRT1/p53 # BRI R (3+s,n=4)
Table 6 Effect of Buyang Huanwutang on SIRT1/p53 pathway in DRG of DPN rats (x+s,n=4)
205 /g ke SIRT1/B-actin acetyl-p53/B-actin Drpl/B-actin Bax/Bcl-2

154 0.56+0.07 0.15+0.04 0.50+0.02 2.14+0.09
BLRY 0.27+0.06" 0.66+0.07" 1.03+0.11" 3.2240.32"
ALA 0.06 0.56%0.04% 0.21%0.06" 0.64+0.03 2.12+0.33Y
BYHW 120 15 0.49+0.05 0.22+0.07% 0.73+0.02" 1.70£0.30"
BYHW60 8.75 0.25+0.09" 0.35+0.04% 0.75+0.09" 2.17+0.52
BYHW30 5.625 0.28+0.05" 0.43+0.07°% 0.78+0.08" 2.11+0.60%

T HIEH A i VP<0.01; SR8 2H H i Y P<0.05,P<0.01; 5 BYHW 120 4 & ¥ P<0.05, P<0.01.,

- T

acdtyl-p53 Oy —— - — — 43 kDa

DIpl . D s s w— W 83 kDa
Bax . SIS e R S S 01 kDa
BOl2 e W W 26 kDa

S-actin D — W — . 2 kDa

A B c D E F

8 &KX DRG H SIRTI, acetyl-p53, Drpl, Bax, Bel-2 & ik
Fa ik

Fig. 8 Electrophoresis of SIRT1, acetyl-pS3, Drpl, Bax, and

Bcl-2 expression in DRG of rats in each group

4 iTig

pS3 iR 0 ] PR 7 7 8 7S A0 A7 0 RN AE T T
G A% O AE R, T 38 S G S R AR B SO 1 A
S V8 A0 T ps3 55 PUMA, Noxa, Bid,
Bad,p53AIP1, Bax fll APAF1 ) %35 , 34 il Bcl-2,
Bel-xL fl Mcl-1 B33k o [Al s, B 5 A Y ps3 ml #5 58
2 Zebr R S A FR 1w, 5 T YE T2 (Bel-x1, Bel-2,
Mcl-1) Fl/8% Bel-2 K% 42 8 T 5 5t (PUMA, Bax,
Bak) & A= # HAE L il % R T % A ER A (f 4 A
8 R C FIl ATF ) D7 {4 J5E (] B 5, 51 2 4 L 9 1

. 8 .

I 4h, p53 b 1] 5] Drpl A 5 /9 €8 kL 4K 3 B 4y
R 5 & RN =R A ke 2 AN
2, 2R A G I PR A U AL FT T A B 51 & 40 O
T2 pS3 A Z AR BB 2 B IS B L LS
R BB, B, WA Horh 2 AT
W pS3 W ME R E MY L ARSI 45 R WK
acetyl-p53 £ DPN K Ui MR plt 22 4y oy i 25 3R 36, L
TU#) Drpl, Bax %15 FIH, P 7284 H Bel-2 ik
T, cleaved Caspase-3 ¢35 F+ 15 , TUNEL 4 {4, fH 74
I LIS 22 o 0 WOBE PR AT LLUOTE p53, DA T I
TUFAHOCE A WAL TN R T X
Ut B p53 i S 18 ZORL A 4 i 8 12 2 3 B DPN
KA B S HL

SIRT1 3 A7 T 40 MU A% , {5 25 A3 56 B He Al
GRS RuR 3 42 vau N b N il L o2 ) Y VA g U
Fi e, SIRT 38 & fiff p53 2 4 BEAk , 31l p53 4K 1Y
100 N 4 SR T I e Sl A S O () R
SIRT 1 15 4 i Hh 43 22 1 A 8 8 28 LA K ofi
BRI BRI EEIE P 2R R AT R e AE Y E A
bR EYHE H . SIRT1 B M 2 LR 5476 H 78 41 43
PR A5 0 L S T S I P A 45 RN 22 A 2 AR AT P
14 AN [ SEAR Hp A5 BIE S22 FEARHIESE v, AR BH A T
U H ALAYRJT I DPN KB SIRT1 R 3k B iR, £t
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1k 1 pS3 1 Drpl F ik T 4 , Bax 5 Bel-2 lL{H Y T
R, B 7R SIRT1 &b BH I8 T3 F ALA & 5 4 22 (7 4
P B4 5 . i ik SIRT1/p53 3l i 0 43 306 % 1w
IR OES R TREN IR e ey

H B A R AR R R AR R A R AR A A T B
1 fe SE AR W) I, BLA 4 B iR S B AR L E R
B4 R PE R . RO I I, AREAT I, A
M, FEAEL G A ORI R 258, 76 (B AR ERS)
B T R EORS RYAEE OF RN BH IR R LR
Zo AP EENES, KA E Z TR, M AE I
A7, 8 L 2% X IH S B2 0 I 5= I, A I AN 4
I 5 ARAT N B L08R A A G I AL
G, AT RREBESAETEHNERE, HEHZE
VLV s Wy 1 Sl Al = SR I N | T
RLRANVRE D AREECR S B IE) S B
— IR R R RE DA O TR R
i, JoAS R B IR A A AR R,
120 g #5156 F 2 40 PHAA 1097 4 09 SR 1 224 S %
BLBEPE IR B, STRT 1 2 35 ¥ 8 T B 1€ M5 &2 A9 % B
S FH % U 5 acetyl-p53, i 1L AY Caspase-3 By £ LK T
AR = AN H A A . XSS R R 120 ¢
B R A9 0 FH AR 19 X SIRT 1/pS3 38 % A 77 15 1
FH 5 ARG 7] e 5 ) o 10 D B v A . b
P53 A6 4 B R T R i B R AR T AR AR R
14 T LA NS A, IR R LY o S B 7E DPN
B I7 RO R ST A
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