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SRR (SR FAK )Y B %38 5 P 4K 3 (6.85.3.43.1.71 g/kg) 4, B B 10 R CHTBL/6 /s FAF iE 5 2t BB (55 A g K ) 4.,
ERLH , BERIR,FELEIANA Bl KRR EE Gk E(MNCV) ;5 /s 502 B4 (FBG) A | ik P 4L e 40 R B
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*#JR 2(Bcl-2) \Bel-2 48 5% X & & (Bax) , ¥ B85 R A& 204 % & B 3(Caspase-3) . 8 =48 % B F (Fas) \Fas % /& (FasL)mRNA =
FawhEaa, SR BERME, F%iE %R 40 R FBG . fik F HbAle 4% 2 5,V (P<0.01 % P<0.05); Bl %il & P
AR F 4 R AL AP 2 MNCV 23538 m, 40 e ) o 5 2 2 AR, A2 B 4Y 22 Bax ,Caspase-3 . Fas mRNA £k 5 Bax & & £k 2 F 8,
5 (P<<0.01 K P<<0.05); B 443 & . P 7 &40/ R AL B Ab 2 FasL mRNA & A& K -F35 7% (P<<0.01), Caspase-3 . Fas FasL & & & i %
F 33, Bel-2 & G £k 35385 ((P<<0.01 3 P<<0.05) ) ; Bl %38 & % 40 )» & Bel-2 mRNA &4 £ 53 3% (P<0.01), %k A%
B AR B 5T HE SR B) B A 2 — e pR AP VR R, LU 5 LB Bel-2 \Fas f= FasL 4.3k , F 34 Bax ,Caspase-3 A& 3& , #7440 oL 8 o A
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Protective Effects of Zhouluotong Capsule on Sciatic Nerve Apoptosis in Diabetic Peripheral Neuropathy Mice
WEI Gang', WANG Hong-tao', ZHANG Hui-xin', HE Qi-long', CUI Qing-fei', GAO Xue-dong”, ZHU Hui-ming'
(1.Hebei Yiling Medicine Institute/Hebei Provincial Key Laboratory of Collateral Disease/ Key Laboratory, State
Administration of TCM, Shijiazhuang 050035, China; 2.Shijiazhuang Yiling Pharmaceutical Co., Ltd, Shijia-
zhuang 050035, China)

ABSTRACT OBJECTIVE: To investigate the effect of Zhouluotong (ZLT) capsule on sciatic nerve cells apoptosis in diabetic
mice. METHODS: 40 KK/Upj-Ay mice were randomly divided into model group (constant volume of distilled water) , ZLT
low-dose, middle-dose and high-dose groups(6.85,3.43,1.71 g/kg). Other 10 C57BL/6 mice were selected as normal control group
(constant volume of distilled water). Mice were given medicines intragastrically once a day for consecutive 3 months. The velocity
of sciatic nerve conduction (MNCV) in mice were determined. The levels of FBG and HbAlc in blood were determined in mice.
The sciatic nerve of mice was collected, and apoptotic rate was detected by flow cytometry. Real-time PCR and Western blot were
used to determine the mRAN and protein expressions of Bcl-2, Bax, Caspase-3, Fas and FasL. RESULTS: Compared with model
group, the levels of FBG and HbAlc were decreased significantly in ZLT high-dose group(P<<0.01 or P<<0.05); MNCYV of sciatic
nerve were increased significantly in ZLT high-dose, medium-dose and low-dose groups while cell apoptosis, mRNA expressions of
Bax, Caspase-3 and Fas and protein expression of Bax were decreased significantly (P<<0.01 or P<<0.05). mRNA expression of
FasL in sciatic nerve of mice were increased significantly in ZLT high-dose and medium-dose groups(P<<0.01). The protein expres-
sions of Caspase-3, Fas and FasL in sciatic nerve of mice were decreased significantly in ZLT high-dose and medium-dose groups,
while the protein expression of Bcl-2 were increased significantly (P<<0.01 or P<<0.05).The mRNA expressions of Bcl-2 in sciatic
nerve of mice was increased significatly (P<<0.01) CONCLUSIONS: ZLT capsule has protective effects on diabetic peripheral
nerve, which may be associated with the up-regulation of Bcl-2, Fas and FasL expression, down-regulation of Bax and caspase-3
expression and the inhibition of cell apoptosis.

KEY WORDS Zhouluotong capsule; Diabetic peripheral neuropathy; Apoptosis; Apoptosis-associated genes
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il , Al AR AR S 4
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1.1 {288

EPICS-ALTRA 7 i = 4fl it 1% ( 5% & Beckman Coulter 2
Fi) ) ;7080 B4 [ B A A A AT A (H A H S22 ] ) 5 7300 985
FE T PCRAL(SEE ABIZAH]) 5 Del Doc XR HIEEHE A A% 43 B A
(& [E Bio Rad /A d]) o
1.2 HR5EH

Joil &4 30 e B (A 58 0 A8 2500 JIe 4 A B2 | L i 5
20100501 ) ; BEAK 2T 26 11 (HbA Le) it & (R me AR ) TR
WEFET) 3 B AHME 11 100975 8k EL IR AH DGt )5t 2 (Bel-2) L Bel-2 AHC
X &M (Bax) Mo 2 iR R 4 54 2 8 111 3 (Caspase-3) (T4
[N F(Fas) \Fas ZAR (FasL) 519 H il TAYEAR A EE
% ; Bel-2 .Bax . Caspase-3 .Fas . FasL —$T . Bifi it E AL W bR iC
2S5 —Hi H 32 Santa Cruz /A A o
1.3 ¥

SPF 4% KK/Upj-Ay /N 40 L, & K fi i 30~40 g; SPF &
C57BL/6 /N 10 L, 12 JAl#E, & IR 25~30 g, I FIbaife
FLRAE YR Ry A7 B 5 (B A 7= BARIE S : 0225144 )
2 FHik
2.1 SDESHRH

40 H KK/Upj-Ay /N, #5725 I 155 (FBG ) BEHLYS 732 4
21, BT (S5 25250 /KO 445 SR 2 3 g+ IG5 46,85 .3.43
171 ghkg (%5 F I R R 16 .8 4 5 )14 51 10
C57BL/6 /N Bk 1E 5 X B (BE 28 KO Al L ig 45 24, R 1
WS 12 8,
2.2 HFWHEEZEE(MNCV)HIME™

RUEALGEE A5, /I BURRIES 5 6 MO [ 5 | 7 B2 AR B s)
ASC, A A 0 AL D00 470 A 35 AW, R BRS Gzt ) AN A IS
TR A B A S HA , T SR NG TE A A s VR AL, LAY
7 HL MM B 5 S G ) B3 A T 338 245 S/ E L VB IR =2 25
At(ms)KIHHMNCV, R EIFE 1 min, 8552 5103 7, BUL
SR, T MNCV,
2.3 FBG 5 HbAlcHINE

KR 2y 25 A, /N BRUIR BE L, FF A B8 4300 %€ FBG ; #%
TG G AS P 4 A I P ) HbA e 75 i
2.4 AN EME TR

BUN A AIZE, L T09% i LB 58 , I 22 S -
YIAT R
2.5 RT-PCR 3% ill £ /]y B 42 B # 22 Bcl-2 ., Bax, Caspase-3.,
Fas .FasL mRNA fI&R 1A

BUNRAR B 2 JEBURNA, JE17320F PCR Y4, Bel-25]
¥ . Ff . 5 -GGATGACTTCTCTCGTCGCTAC-3', T i :
5" -TGACATCTCCCTGTTGACGCT-3, 7 ¥ F B£ 100 bp; Bax
31 W . b 5 -GGAGATGAACTGGACAGCAAT-3', F i
5" -CAAAGTAGAAGAGGGCAACCA-3', /= ¥ A Bt 151 bp;
Caspase-3 514 : Filf:5 -AGCACTGGAATGTCATCTCG-3,
1% : 5" -GAATGTCTCTCTGAGGTTGGC-3', 7= ¥ F B 63 bp;
Fas 514 Fii#:5 -GCAAACCAGACTTCTACTGCG-3, Fijif:
5" -CAACAACCATAGGCGATTTC-3, 7= ¥ F Bt 146 bp; FasL
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219 . bl 5 -ATCACAACCACTCCCACTGC-3', F i :
5" -CCTAATCCCATTCCAACCAG-3', 7= ¥ F Bt 120 bp; GAP-
DHE[¥: Ei%:5 -TGCTGAGTATGTCGTGGAGTC-3', i :
5' -TGCTGAGTATGTCG TGGAGTC-3', /= ¥ F Bt 143 bp.
GAPDH 15 N2 i, I 5E 25 31y 5 1 ) B2 9 A )
THH.
2.6 Western blot i% ill 7E /]\ R 42 B #1 22 Bcl-2 . Bax . Caspase-
3.Fas.FasL EEHIFRIE
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2.7 FitFEFE

B Lix + s 788, R SPSS 11.5 #4188 40#r , B
FIT 2203 LA ANOVA K556, 21 8] FL &S 4636 . P<<0.05 M2
SBEGITERE .
3 #£R
3.1 B BEREXEE/NR FBG HbAlc HE N

5 IE 8 % R 4H b g, A2 /N BUFBG  HbA Le 2 & T i
(P<<0.01) ; SARIZH b A, ) 24538 w5 390 b 41/ BUFBG \HbA Le
BERER(P<0.01), Ji%58E IR FEXT IR/ FBG \HbAlc ¥

ML,
K1 BLBREXEE/NE FBG.HbAlc F1 MNCYV & 0[

(xts, n=10)
Tab 1 Effects of ZLT on FBG, HbAlc and MNCV of KK
mice(X+s, n=10)

A5 FBG, mmol/L HbAle, % MNCV,m/s
R4 6.12+0.98 3.98+0.78 24851423

A 1147+2.89" 9.53+1.29" 5204 149"
PG 11324189 9.12£099 1712181
ks A 10.18+2.77 8902082 074+ 183"
el A §.58+ 147 635+ 114" 1071+ 1817

5IEH XA LA *P<<0.01; SHIAIL] 4L . "P<<0.05,7P<<0.01

vs.normal control group: *P<<0.01;vs.model group: "P<<0.05,"P<<
0.01
3.2 BB FEXEE/NE MNCV B 2200

5 IE O B H A, B AL/ B MNCY I 250D (P<
0.01) ; SHIAYZH Lhds, R 438 i . rp IGRI 41/ FRMNCV i
FHM(P<0.018{ P<<0.05). JHIZ% i B HEXHLAL /N MNCV
A LR 1.
3.3 BB EITERNR A B MR TR

EGE R R LA, AR 20 /)N B A B Ao 2 A L 00 T
FIHE (P<<0.01) s SGHORIA LUK, A1 2638 5 ARl 4/ R
Ap A AN TR B E AR (P<<0.01) o &) 25530 JI 2 X AR 5
/ISR A B 2R AN R T F s LR 2.
34 FSBREIEE/NR LB 2 Bel-2 . Bax, Caspase-3.,
Fas .FasL mRNA 3RiZ B9800

555 X B F A AR /N BR AR PR 22 Bel-2 mRNA &
ik B &k 55 , Bax | Caspase-3 . Fas,FasL mRNA ik i 3 3 55
(P<<0.01) ; 5 AR 40 L A5, J 4% 308 o 5] o 2H /DN R A i i 2
Bel-2 mRNA ik i & 158 | 84538 5 | 7 i 4] FasL mRNA
POk WE S, A 4% 5 IR R) it 41 Bax | Caspase-3.
FasmRNA 535 T 20055 (P<<0.01) . & 2% 380 J5 22 0 4 /N B,
Ak B 1 2 Bel-2 . Bax . Caspase-3 ., Fas . FasL mRNA 2& ik [t 5
W22,
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*2 BFZXBEREMNEBENRLEHMEMEAMBETES B2,
Bax ,Caspase-3,Fas . FasL mRNA FiZHI20E (X £ 5, n=10)
Tab 2 Changes of cell apoptosis rate, mRNA expression of
Bel-2, Bax, Caspase-3, Fas and FasL in sciatc nerve (¥+s,

n=10)
415 %, % Bel-2 Bax Caspase=3 Fas FasL
R 858132 125£022 088011 LIS004  116£020 111014
fi 20234320 033£005° 62120617 7624036 631£040° 436033
AR 15314248 0304004 27840717 48240267 2734038 4534033
FETHES 139122150 052002 260018 2651053 236052 2764037
FIRBAARE 12295259 06340007 273+0.01° 183034 1972023 2642047

SIER IR AL . *P<<0.01; SRR Feds - *P<<0.01

vs.normal control group: “P<<0.01;vs.model group:"P<<0.01
3.5 BB E X EE/NR 42 B 42 Bel-2 . Bax  Caspase-3.,
Fas .FasL & B RiEHIZM

5 1E X A E g, AR 2 /N B Bel-2 85 Rk I 3 0
55, Bax ,Caspase-3 .Fas FasL 75 [ 3 1A g & 490 (P<<0.01) ; 5
TSR ZH LA, JE 4538 i L P ) 4 Bel-2 2R 1 3k B 2 0
Caspase-3 ., Fas . FasL & [ 250055 , Ji 4538 = L AR5 4
Bax K 1% 15 B 055 (P<<0.01 85, P<<0.05) . J&] 4% 1 Ji 8 %ot
FERL /)N B AR B 41 28 Bel-2 , Bax | Caspase-3 , Fas  FasL 2 [ % &
R DL 3 8] 1,
=3 BFBEREITEE /NG 4 #H £ Bel-2, Bax, Caspase-

3.Fas FasL &R FRIXMZM (X £ s, n=10)
Tab 3 Changes of protein expression of Bcl-2, Bax, Caspa-
se-3, Fas and FasL in sciatic nerve(x¥+s, n=10)

A5 Bel-2 Bax Caspase=3 Fas FasL
R 0891010 0455005 052£006 0475005 036+0.04
A 054£006°  09£010°  097£0.13°  LO7£0.18"  101£017°
RBEIAESE 0652008 078£008° 081008 094%014  0.76+0.09
JAGEFRRA 07740007 0712008 058+006%  064+007  0.60£0.07
FIAERARA 0872002 064£007° 0563008 0574005  044£006”
IR R LU P<<0.01; S TUA LAk :*P<<0.05,%P<<0.01

vs. normal control group: *P<<0.01;vs.model group:P<<0.05,"P<<
0.01
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Fig 1 Protein expression of Bcl-2, Bax, Caspase-3,

Fas and FasL

l.normal control group; 2.model group; 3.ZLT low-dose group; 4.ZLT
medium-dose group;5.ZLT high-dose group
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Effects of Different Processed Products of Garcinia morella on Peritoneal Inflammation in Mice

DOU Juan', WEN Hong-mei"*, YU Hong-li"**, GONG Le', LIU Xin', WU Hao"**(1.Pharmacy College of Nan-
jing University of TCM, Nanjing 210029, China; 2.Jiangsu Key Laboratory of TCM Processing, Nanjing
210046, China; 3.State Engineering Center for Standardization of TCM Processing, Ministry of Education, Nan-
jing 210029, China)

ABSTRACT OBIJECTIVE: To study the effects of different processed products of Garcinia morella on peritoneal inflammation in
mice. METHODS: Mice were given G. morella and its processed products intraperitoneally. The effects of G. morella, high pres-
sure processed products, bean curd processed products and water processed products on the contents of protein and PGE. in perito-
neal exudate were observed. RESULTS: G. morella and its processed products could induce the intraperitoneal inflammation of
mice, especially G. morella 25 mg/kg for 3 h. After processing, the proinflammatory effect of G. Morella reduced, in descending
order: raw G. Morella,bean curd processed products, water processed products and high pressure processed products. CONCLU-
SIONS: G. morella have obvious proinflammatory effect and its effect has been reduced after being processed.

KEY WORDS Garcinia morella; Processing; Proinflammatory effect; Toxicity
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