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Effects of panax notoginseng saponins on diet induced metabolic dysfunction

and expression of inflammatory cytokines in adipose tissue of obese mice
KANG Jinke',GAO Chunjiang' ,MA Keqiang' ,HAO Junjian’, WANG Zhigiang’
(1. Department of Emergency ,Qinghai Red Cross Hospital ;2. Department of Biochemistry ,Medical College ,
Qinghai University)

[ Abstract]Objective: To investigate the effects of panax notoginseng saponins(PnS) on diet induced metabolic dysfunction and ex—
pression of inflammatory cytokines in adipose tissue of obese mice and to discuss the function of PnS in improving obesity. Methods
C57BL/6 mice were randomized into standard diet(SD) and high fat diet(HFD). Ten weeks afterwards, HFD mice were treated with
vehicle(HFD-Veh) ,low doses(100 mg/kg, HFD-PnS 100) and high doses(200 mg/kg, HFD—PnS 200) of PnS while SD mice were
treated with vehicle(SD-Veh) and high doses of PnS(SD—PnS 200). The mice in control group were treated with the same volume of
saline. Body weight and fat mass in each group were detected. Serum lipid and glucose levels were detected using automatic bio—
chemistry analyzer. Serum insulin and tumor necrosis factor—a(TNF-a) levels were assayed by enzyme-linked immunosorbent assay
(ELISA). The expression of monocyte chemoattractant protein—1(MCP-1) and TNF-a mRNA in epididymis adipose tissue were de—
tected by real-time quantitative PCR. Results : Two weeks after treatment with PnS,the body weight,fat mass,serum insulin and TNF-a
level as well as the expression of MCP-1 and TNF-a mRNA of obese mice in both high and low dose group were significantly de—
creased. The contents of serum lipid and glucose were improved and the effect was better in high dose group than in low dose group.
Conclusions : PnS has beneficial effects on diet induced metabolic dysfunction and high doses of PnS are superior to low doses.
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-+ B2 1F (Panax notoginseng saponins, PnS)PP ) JU4E
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Jig 1 2L 4 1 W 240 it #4 Ak 2 11~ 1 (Monocyte chemoat—
tractant protein—1, MCP-1) F1 i J& SR AL X F -« (Tu—
mour necrosis factor—o, TNF—a)mRNA 520, A EE
PRANFE PR K _FHRTT PnS 803 9 5 R BURMER)
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1.1 ##
1.1.1 i C57BLI6 /MR 65 H HENE , i 5 1 R S B
SR O ER AL,
112 EFEZHAKH PnS = BRI KRG A
PRI, Trizol I 1 Invitrogen /A Al ; RNA S S
& H Takara 23 &) ;SYBR Green 14 H Bio—Rad /A ; B 5
FA TNF-o ELISA £:ia{57 & 0 F Cusabio A,
1.2 ShhEBER 44

{AEEMEYE CSTBL/6 /N 65 BN PEMRTE 1| A5, REAL
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RG-S S S A BRST A R, A ERRIATE 1
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T v g £ 2 ML R A A 2 S 0N, PRl e 10 JRIAE
S AR ] 10 J8 s AR L SD MR/ 2091 HFD
MEFR/ANEL 30 L, BEIX 30 FUIEE/INERBEAIL A - i MR
BT I AL (HFD-Veh , n=10) , i ECE IR & PoS 41
(HFD-PnS 100, n=10) Fl = f§ 1K & 00 5 55 & PnS 41 (HFD-
PnS 200,n=10) , 41 R ZVE B 53 5 45 T SR U A 2R
7K 100 mg/kg AT Y PnS F1 200 mgrkg MKH Y PnS, 1E M
TR/ IR T AR B ER /K (SD-Veh, n=10) B 200 mg/kg KJ
PnS(SD-PnS 200,7=10) . A= BEERKHT PnS 1AL SR 7]
2 J8 Ab SRR SD 4RSS LR HED RSl = AR IR
MRS, B S BRI B IR SR SR )R 12 ]
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I T R 4o b i — 3 4 A 2 8 3 00 9 = ( Triglyceride,
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— 25N v % IR 2R 1 (High —density lipoprotein particles,
HDL) FIfR% 5 25 I (Low—density lipoprotein particles, LDL) .
MY IR 1 R TNF—cu 1 35 22 LA ELISA Aan il 53 G0 E A7 K
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37 CHFE 2 hy S FLINABEFRPUIR 37 CIFE 1 by It AEE
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min,85 C 5 s Z 1L, il 4 ¢DNA, F Real-time PCR %4
WG AE R T MCP-1 F1 TNF-o [ 5ER 235K SR Primer
Express 3.0 FARIT514, MCP-1 _E¥#5 9751 .5 ~CTTC-
CTCCACCACCATGCA-3" , FliF5 #1731 .5’ ~AGCCGGCAA-
CTGTGAACAG-3" ;TNF-a L iE5 4% %1 .5’ ~CTGAGGTC -
AATCTGCCCAAGTAC-3", FliEB | #7515’ ~CTTCACAGA-
GCAATGACTCCAAAG-3" ; N &3 K GAPDH Y 751 91+
1.5 ~CAAGGTCATCCATGACAACTTTG=3" , Fila [ Wyv41 .
5’ -GGCCATCCACAGTCTTCTGG-3" . 51Hy i I & 2 /N )
G, Real-time PCR W A5 A8 H: 95 C 3 min; A8 PE
95 °C 10 s;iB %k 60 °C 30 s;iZ[H] 95 °C 10 s, 944 39 MFIF;
65 C~95 °C, 5} 0.5 °C 5 s BREE MM b R, RAZOLE
i PCR 4314k Bio—Rad CFX manager 73H745 5
1.4 %it$oH
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PnS 100 F1 PnS 200 ZbFRAG ISR AR 1L, 5T R AL AH Foik WETE SR BACFAT L, PoS 100 A1 PnS 200 HE %

Lt PnS 200 RERHE FEAE HFD ¥R TE I HED 7 & BN T 4H 4 Fh MCP-1(F=14.262,PnS 100 P=
0.001;PnS 200 P<0.000 1)F1 TNF-o (F=8.293 ,PnS 100.
# P=0.019;PnS 200, P=0.002) KK Fi509 FIH, HPnS 200 £ 3%
1.0
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__ 1
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-3.0- ; 15.04
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Fig.1 Effects of PnS on body weight changes in mice Veh  Pn3200 Veh PnS100 Pu5200

SD HFD
2.2 PnS xR g | o flg R 4 | o B B F Ao TNF-a &% #: 5 SD-Veh ZHIL4:, P < 0.05;%: 5 HFD-Veh 41 H4E, P < 0.05
R 2 PnS 3/NRASAGELR MCP-1 EERIEHIZM
HFD 20 /)N B IfiL 7§ GLU TG .CHO .LDL DA K i 13 & F Fig.2 Effects of PnS on MCP-1 mRNA expression in mice
TNF-a {97k 44 838 & T SD W3R 40 HDL & ik B EE T adipose tissues
SD £, SIFIEXTRRZEAREE , PoS 200 XF SD MESE/N B LB |
LRGBS TC WA S8 520 . PnS 200 AbFIAE i % %A HFD 24 <. .
TG (F=11.429,P=0.001) .CHO (F=5.630,P=0.022) .LDL (F= ] 1
27.69,P<0.000 1) 2 (F=10.030,P=0.005) Fl TNF—a( F= 07 — ]

18.211,P<0.000 1) 7K, F = HDL(F=8.053, P=0.035) %)
&, PnS 100 B LiRFE bR A —E RS M SGEE (B4

X-JI TNF—a(F:18.211 ,P=0.006) M FEALAE A Goit24 3 L (%

Do

2.3 PnS *HA§ B4R MCP-1 TNF-o & B &k K09 % vh

3.0

2.04

1.09
i

Veh  PnS 200 Veh PnS 100 PnS 200

TNF-a mRNA ( Relative to GAPDH )

) Primer Express 3.0 411 MCP-1 TNF-a FIGAPDH SD HFD
5141, 78 SYBER Green %¢)65E i PCR [ N4 2 1, il ik i #: 5 SD-Veh 41 8, P < 0.05;%: 5 HFD-Veh 41 .48, P< 0.05
LRI SRR REY Y SIS ER S Al 3 PnS 3/NRASATALE TNF-o EEREHIEIE
MCP-1 Fll TNF—a mRNA Fih/KF-WHE 2.3, d58 8w, 5 Fig.3 Effects of PnS on TNF-a mRNA expression in mice
SD Atk , HFD 41/ EUIg 42 MCP-1 HI TNF-a mRNA adipose tissues

F 1 BEMPnS REFEEENMREEEN FEEEMMFRSHEN
Tab.1 Changes in energy intake,fat mass and serum biochemical index and hormone contents

in mice after vehicle and PnS treatment

E{=t SD-Veh4H SD-PnS 200 28 HFD-Veh#H HFD-PnS 100 41 HFD-PnS 200 £
AEEAEA (keal/24 h) 15.86 £0. 74 15.09 + 1.26 19.80 + 0.72* 18.86 + 1.41° 17.07  0.64*
NRE L (g) 0.91£0.14 0.82£0.13 2.09 +0.24* 1.65+0.19% 1.25+0.11°
GLU (mmol/L) 6.81 £0.80 6.24 £0.76 10.39 = 1.14* 9.32 + 1.06" 8.04+0.91*
TG (mmol/L, ) 0.89 £0.15 0.92 £0.21 1.68 0.37* 149 +021° 121 +0.26"
CHO ( mmol/L,) 1.78 £0.39 1.91+£0.24 2.79 +0.52¢ 2.25 +0.39* 2.03 +0.45
HDL ( mmol/L) 0.72 £0.15 0.68 +0.22 0.41 £0.12° 0.43 +0.08* 0.54+0.11%
LDL ( mmol/L ) 0.32 £0.06 0.40 £0.12 0.68 +0.08" 0.62 +0.16" 0.48 + 0.06"
5 % (pg/ml) 0.75£0.16 0.85£0.19 2.78 +0.46* 236027 1.51 025"
TNF-a ( pg/ml ) 18.98 +3.17 14.82 +2.60 63.7 +7.83* 43.62 +3.85" 33.78 £3.95"

75 SD-Veh 4 H 8¢, #,P < 0.05; 5 HFD-Veh 2 H4¢, *, P < 0.05
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KAKF T 4% INF-a F8 3 45, 3% 5 DI
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[ Z ]85 K80 B YERTF] IR A (Benign prostatic hyperplasia, BPH ) I Hi 51| I J&# (Prostate cancer,PCa) HF Ebpl (ErbB-3
binding protein, Ebp1 )*Hkﬁifyf%%1$(Aﬂdr0g€n receptor, AR) FEESSIS s It H s PCa 20 2% Ai 3 R4 S 470 )5 (Prostate specific
antigen, PSA) K- MM FR . 7 k.21 6] BPH, 55§l PCa, R4 430025 (SP ) Kl Ebpl AR 28k, IE4
Hr — %7€ BPH PCa HINFRIB X TR , " HFRIKEH PCa WRFERAI AT PSA KV IR AR C R, 4R . PCa 414U Ebpl /YFH
PEFGRI WA T BPH Z121(P<0.05) ,BPH [PCa ZHZUH AR (Y PHIEZRIATCH 122 5+ (P>0.05) , PCa ZHEUH Ebpl (AR 935155k
Y e R VTR DG (P<0.05) , 5 PSA {HIEH G AR (P>0.05) ;PCa Z141P Ebpl (AR TEMIZRIIAFTEIEA I FR (P<0.05) .,
4536 . Ebpl FIATE BPH PCa UG 2251k, Ebpl W] LIAE N2 WG 81 BiEE 1Y — M E T4 ; BEE PCa #E)% AR \Ebpl Riki%
HD , B IR LM R S5 G T VER PCa TS PEM I FEHR .

[ 58238 | HUZUARIE ; Ebp L MEM R 20 i g Vb2
[ FEBEBHEENES |R737.25
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Expressions and correlations of Ebp1 and androgen receptor

in prostate cancer
TANG Xianli ,DENG Yuanzhong,LIU Chaodong,LIU Zunliang

(Department of Urology ,the First Affiliated Hospital ,Chongging Medical University)
[ Abstract]Objective : To detect the expressions of Ebpl and androgen receptor (AR) in benign prostatic hyperplasia (BPH) and
prostate cancer (PCa) and to analyze their relationship with pathological grade of PCa,level of prostate specific antigen (PSA) and
clinical stage. Methods : The expressions of Ebpl and AR in 21 specimens of BPH and 55 specimens of PCa were detected by im—
munohistochemistry. The differences of Ebpl and AR expressions in BPH and PCa at different clinical stages, preoperative PSA levels,
pathological grades of PCa were analyzed and their correlations were studied. Results : The positive rate of Ebpl was significantly
higher in PCa than in BPH tissues(P<0.05),and that of AR showed no significant differences between BPH and PCa groups(P>0.05).
Both the expressions of Ebpl and AR were closely related with the pathological grade and clinical stage of PCa (P<0.05),but not
with PSA level (P>0.05). There was a positive correlation between expressions of Ebpl and AR in PCa tissues(P<0.05). Conclu—
stons: Ebpl is expressed differently in BPH and PCa. Ebpl might become an indicator for the differential diagnosis of PCa. With the

EENDERA(1987-). 5 L progression of PCa,the expressions of AR and Ebpl are gradu—
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ally reduced,with positive correlation between them,which
could be used jointly to evaluate the prognosis of PCa.
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