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HE: BE TSk RS A L PR R SRR, DA RN Y Nef2-ARE 8 18 %A T, AR A
7o i R PH A 08 A PR R A e O AP LR o FTik A SRR OR AR R A i A PR R U, 2 R R R R
S PR RSN 258 20 fok 7 12 ) AL AEP AR DR R R R Y . AR T 4 JRE R BB AL A i AR L BRI (R B
2R 2R R AT R, R T T A 2 RS 4 T BEAT Morris AKREEAT A SA G, LA AS A R A
)22 2] RACIZBETT , western blot KR FUE 55 X Nef2 2 40U 15 MO N A9k, TRIIPRR I R i 2 1 HO-1 2R
FIfRIE. ER TR PRz bR AR R R A NSRS 3 R T LT S0k 206 R 2l Jk s Ao 6t ot 4 2 Bl
Morris 7K 2487 1) 6 BV PRI, S5 IR T AL \ ERUA LUAR P<0.01, 4 GE it 25 57t o 4% [ 28 S 0 v 24 v 51 a2 R s 711
LA R0 B I 1) R 505 P P W A I, S TR A \ BB LU A P<0.05 A7 GE 2728 57 SRR R A 4 PR
SRR B ) X Nef2—-ARE 38 B0 0T , Western blot A5 2 75 oIk I BH A7 2 T LA Nef2 25 11 by B 3 2 7% 2 g A%
W, RS PR HO-1, (HZRIE R , nrf2 2 F MK NSO IA LI HO-1 3R H IR IE A& 415 TR 41 AR
P<0.01, SHIIA AL P<O.01, A GETTA 225 . ik O BHAR R RE A Sl R okAE B A M A 1R JRn o KRR ~J e
2REST, HAR FIRLEE AT RE-5 00 Sl KSR A A 00 PR K LA S A I R S I, 858 28 2 e SR AL B B LAl A7
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AL, AL BT AR—AER ), DYY-6C., B A i ki, Jb ot
AN—AUER) T, DYCZ-24D KF-HLEEAE  Jb st s—AY
#] ", DYCP-40C /KPR, At mt s —{UAF), WD-
94058, fHIRFEIR, 4ix,THZ-82A. 4li/K{¥,Heal
Force /3 /), EASY 15, 4MA] WG e T, i
spectrum A A, sp—752. 5 AV VR sy i 2041, B
EXPERT 16K-R. Rff##1%, Thermo, Multiskan MK3,
122 FEiRKHA

SR, VI AR, JC-PLO06,, Bradford
e B iR &, VLI R s AR RN A S
P0006., # {0 Hi YL 4 marker, Fermentas, 0081256,
b2 O B R &L 35 2 K, PAO03WB., B2
X B A, Kodak, XBT-1. X £RJIKF B EEH,
Auragene, PAO11WB, HAEA T, HE,
ARO0104, 5X SDS-PAGE loading buffe, Auragene,
PA003D. 4 P, Jackson, 111-035-008, 41
1, Jackson, 111-035-003 ., Jiki & B, i BLACHE
AR, A S H41021942,
1.3 7k
1.3.1 KRB FEA N EL

S ZH M IR TR, B 39 H [ #% L0.59% 1H iR
BN .0.29% PN HER A IE 5% FURE 10954 . 81.3% 3
Bl o [ s 7 MR T B e — R PR s v i e R
D; 70 J3 1U/kg, % REZH MR£ B Al e}, 25 7 ) A5 44
ARy A FRER K
1.3.2 3 fkc o RERE Ak B ot A% i R AU 46

Shkoks FERE AL B IV E B Z )5 ZE B ks A
T AL AR () BE At T, SR FH XU 58, 2 ik e A 1
2% il R L A R AR A

T 1 10%7K 46 S8 , ¥ 3mL/kg IR, I8 i
JRIE , JC B BCAIUE H b 01, YD IF B R B 45 2
HE, FoH XN SRR S e 45 B
LA /NSl e b R BB 35 B ik
WA TR] Smin, B 10min, X 3 K, 7EFAR
TR BURTRARFSE 37°CE A, Z IR a1 1
mgE R, RIGHEF R R 0.2U/d, iESE 3d, k8L LU
IR AR SR o BT AR L R DI A A i AR

JFA RBAEF AR 4 FIFRE 25, BEPLS R 6
4, BT ARYL BALL 2 b P 2y )
WA PRI REA N RA . TS 4 RS
25 BT AR AR ZH K BB K 25 T Rl SRR Y A=
PRER/KTEE o SR FERE AT i 45 A R AR R 2 2

A DLV PR 25 A R B 30g, T2
15¢g, N5k 15g, FEAL 15¢, 5 15, A & 15g, H-L
15g, FEF5E 15, A2 15g, K35 6g. NNZK B 1
B2 U5 1 10 5K SR 2h, 55 2 Yo 8 £k
FEI 1.5h, 25008 B Y 2 S A2 1g/mL,4C
PRAF2E ), P Bl ik . whrl 4 LA IR
R BIAR AL 25 2.5g/kg, mERIEHLL Sof
kg 2525 ARFIERZH DL 1.25g/kg 4525 . BRPEZG 4% 1E
2 g 5258 < I R N5 R R R T AR 053, LA 0.15g/kg
g2l SLEFLL 4 T TR 2 4 TS TR bR A
1.4 F5Ar4em

(1) Morris 7K 25 K 0 0 ok s A6 A 1k 1 A8 4
iR R BT A2 0 A% s (S AA T S e S KBRS
FRIVIER[R] , 25 (A1 2R 52 5610 S 45 ALK U AUs B R
B R RS R ]

(2)H Western blotting ¥ % H K Il < Bl i 25 21
AU Nif2 \HO-1 B AR A K. BUEE AT RN
s TR IR I LK 90miin, $92 VB Wl v Yk F= W e B
#| PVDF J§, B 1 h, WMyt Nef2 —$Hr(1:
1 000)4°C 27, TBS/ T ¥ 3 %% (10 min/T), ¥
(1:3 000) = i FEH 1h, TBST ¥, ik I,
Ve E — 4. NBT/BCIP 17, GelDoc #E M BUE
RSB
15 %itsk

KA AR E AR R (+£s) 08, SPSS17.0
ERAE AL BRI, 52 A BEAL BT RG22
I3, HIE AT A T LSD A6 56 , P<0.05 2=
GitE .
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B, SEFARA, BRI A P<0.01, 227 H
GiitEE X
22 JRE T RIEF AR KIS A AIE B Fe h AT
AR (4 k 1)
23 KAHEDLMBmIAE Nif2, w3 N2 &%
%k, KREDL ML HO-1 8 &A (B 2,4 2)
3 it

23 RS FH2IRYT 2 )5 , Morris SE56 oK, FLIE
T BH A7 ) 2 2 RN R R A A 3 R IR AT
LRI 308 4 %0 50 ook AR B 1 A8 91 28 K Bl Morris

A B CD EF

Nrf2(#%)

B-actin

ABCDEF

®1 FAARKEESEREERBMEREEES (v+s)

25 n ARUFREIEE AU
e FARH 10 129.98+17.42 4.86+1.22
T ZH 10 46.72+19.817 2.21+0.907
gy EA 10 110.26+8.35%%  4.26+1.40%%
hEhEFlE 100 120.44427.1627  4.46+1.4207
hEGEFIEA 10 82.47+14.707%  2.73+0.817%
052 FREH 10 81.08+14.427%  2.70+0.60"%

¥ 5EFARLLHEDOP<0.01,DP>0.05, SHEIL i
®P>0.05,@DP<0.01,

A B C D E F

U I BE AR 6T 145 P R K B T 4 4 nef2 B AT HO-1 2R P19 52M0 , A (R TFARAL, B A
BRI, C 2l 2], D R 2l 4L, B 25 ROR 2L F A2 e

2 KRiBDALAMEZ Nrf2, B3 Nrf2 FIRIEXRIBEE AL HO-1 KK iE

*R2 KRIBEDHEAMMZ Nrf2 R, M85 Nrf2 fI3RiIE, KREDHESE HO-1 RIE

25 n Nif2 JiiA% Nrf2 3¢ HO-1
e FALA 5 0.19+0.01 0.92+0.03 0.15+0.01
(PRI 5 0.30+0.02% 0.73+0.02 0.24+0.02%Y
L RE2il S e | 5 0.53+0.0272 0.38+0.0202® 0.52+0.0412%
SREST = e 5 0.75+0.0272® 0.2420.00172 0.64+0.0472
BRET (30 e 5 0.50+0.01%2® 0.54+0.0142% 0.40+0.01V2®
=Rz il 5 0.46:0.0472 0.6020.0172 0.3120.017%

0 5EFARL EDP<0.01, 5HHIZ i 2)P<0.01,3P<0.05, S5k E 4 L HE@DP<0.01,5)P<0.05,

IR ET B TR IR P<0.01 , {1 77 Hat 4 R InG &2 e 2
22 S TEG 478 X P>0.05, 55 A R L rp 2 v
700 2t 2RI g 1) 2 A A B I [ A A1 R B
A S S GRS i A e R 2H 2% S e i
2775 X P>0.05. Western blotting 3255 BRI AR B
A Nef2 AR N AR R B S s h 2 b )
ZH P B Nef2 ZR A% N 38 5 G o, 720 A Jo
TR IRFRAR 5 A AL P<0.01, 2 A Se it
HSCo e R R R HO-1 25 1 3RGA W3
HsE AL FEE P<0.01, 2R A Gt 2EE L. LR
e TR B AR 12 X8 5 Jok ok o s Ak 1 787 1
10

i K B 25 IR TAE I, e s K RLEE 2T
1CRETT , HHLI AT BRI NG T Nef2 SR M H . Nif2
P 2 2R B A% N P A A% P 2R 36 22 0T
TR HO-1, (i ek s 2, Hop L2 )
s P2 R B

i AR FE R R I 2 IR 2 N 22— A
e HOR R AR R % et R AR W F s o 7Bk
AIPRE T, & RENA AR, AmEMNL
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T FRR TR , 5 BOR i 28 240 M 453 405, BUfdi s 48t
FERM AR B ZHF NF-E2 #15CHF (Nu-
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clear factorerythroid 2-related factor 2,Nrf2) i 5
ARE HEAF I g i 40 S AL B 1, TR Nef2—
ARE J8 i , & —Fhop BBt S A5 S i, Wt il
FHE N IRPEDT AN B B, I R
o FAAG HO-1 25 A HUA A 5 R AE 40
P BT TSR 2R e . Sk RS R T, Nif2
FIRIK- T e B S A 52 400 e i M i 7
RARFR DI,

H B T A R i S Ak B TE A R 48 R
RPN AR v AR T A RS P2
RGP R B RIS, 3 BT R
s — B BT TR i sy R e B p R
Sy Tt ik 240 L 1 200 R v ey Z2 AN R R 1) XL (]
I, A Hy i 2 Ak S 45 A AR |, 51 S 40 )
AT, TERERGEpE T, T 2 rEECE 12 T &
P 0, ER 2 A L, TS | — R 90 1 4 i
PR T HFIER 1 BT . DNA AR,

RG22 & B0, Nef2-ARE J8 5 19 T liF bt Ak
R4 HO-1, HAE T I MA RGN & i if A2 (1
TEPEEALH . SAE R RS T Nef2 B0
J&  METZRIG AN, HO-1 FEH 2815 Jow 40 i 2 T 40 i
MY RIS ER G, TErP X2 R GEIRAT RSO
MR RIT , HO-1 1Y & AL AR <A W 3, Gy
4> %94 (Parkinsoncs disease, PD) .22 K& PAH 4k (mul—-
tiple sclerosis, MS) \ JJL 22 45 P (1l 22 £ £k, (amyotrophic
lateral sclerosis, ALS)!2,  FH 1 2 g v T & 38 Ji
AW RIS, it L 240 i 50 25 ) 1 52 S A A
AR Fe L 3 5 PN DR SR A IS PRI (A0 AT,
GPxs .SOD )& (T M RE B 18 [Nk 2 2L A1

AR S 308 28 ST B oS R A A i A R R K
SUBEAY iz ) TR PR ALz A TR T o BIFSE A R
FEW, FUVEIRL BHALSH 2 1T LABE Nif2-ARE 38 %,
Nrf2 4 A MR, TEARIA% ks,
[F] iy Nref2 BERR AL, B sh B MEAZ AN AT 75 T HO-1 L
YRI5 . HO-1 2k 20 B X e I S b AT A Ak 5
P B R 43, T LAXS B SR Ak B RN Sk
YR O AN A1, DT D7 s 4
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mental rodent models of prostatitis: limitations and potential (%3 IRAL)

Influence of Danpu Capsules on COX-2 Expression in Model of Autoimmune Prostatitis

YIN Xue-lai, SONG Shu-qi, HAN Bing, LIU Yong—-mei, ZHANG Ya—qiang
(Guang An Men Hospital, China Academia Sciences of Traditional Chinese Medicine, Beijing 100053 )

ABSTRACT: Objective To investigate the molecular mechanism of Danpu Capsules in treating chronic prostatitis pelvic pain.
Methods The rat model of improved experimental autoimmune prostatitis was established,then the rats were randomly divided into
large —dosage ,medium —dosage and low —dosage Danpu Capsules groups,Qianleitai group,model group. After 8 —week medicine
administration the rats were killed and the prostate tissue was taken for the observation of histomorphological changes of prostate with
the light microscope in all groups. The COX-2 level of prostate tissue and serum was detected by enzyme—linked immunosorbent
assay (ELISA) and the expression of COX-2-mRNA in prostate was determined by real-time reverse transcriptase polymerase chain
reaction (RT-PCR). Results The result of ELISA showed that the COX-2 level of the model group was higher significantly than that
of the normal group (P<0. 01). After large and medium doses of medicine administration the COX-2 level of the Danpu Capsules
group was decreased significantly (P<0. 01). The result of RT— PCR showed that the rat model of autoimmune prostatitis had higher
expression of COX-2-mRNA , while in the large and medium doses of Danpu Capsules group this expression was inhibited (P<0. 01).
Conclusion 1 The improved EAP rat model is successful. The mechanism of treating autoimmune prostatitis with Danpu Capsules
maybe related to that Danpu Capsules can inhibit COX-2 expression.

KEY WORDS: Danpu capsules; chronic prostatitis; autoimmune ; COX-2; pain
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Effect of Nrf2 Protein Pathway in Rat’s Hippocampus with Vascular Dementia
and Atherosclerosis Treated by Wu zang Wen yang Hua yu Tang

ZHANG Hai-yan, TANG Nong, GE Jin—-wen, LIAO Jun, YI Ya-qiao
(HunanUniversity of TCM, Changsha Hunan 410208, China)

ABSTRACT: Objective To establish a vascular dementia (VaD)model in rats based on atherosclerosis and To observe the
treatment of vascular dementia rats with different doses of wu zang wen yang hua yu tang . Explore the mechanism of The decoction of
wu zang wen yang hua yu tang from the aspects of oxidative stress response. Methods The rats in experimental groups were injected
with a single dose of vitamin D(70U/kg )and loaded with high fat diet, The VaD model was established by repeatedly clipping the rat’
s common carotid artery. Four weeks later, these rats were divided randomly into a sham-operated group,a sedentary control group,a
low—doses group,a middle—dose group,a high—dose group,and a Piracetam treated group. the rats were administered orally by gastric
intubation from the fourth week. Spatial learning and memory were assessed using the Morris water maze after the drug were given for
4 weeks. Following behavioral testing, The protein levels of the rats hippocampus Nrf2 in the nucleus and cytoplasm and HO-1 were
examined in Western blotting. Results Beginning on day 3,the escape latencies in the Morris water maze of VD rats treated with High
dose group and middle dose group were than the VD rats, compared with sham—-operated group and sedentary control group P<0. 01,
which had Statistical differences. The rats treated by High dose with two kinds of dosage spent more time staying in the platform than
rats with normal saline in the probe trials. The oxidative stress response of Nrf2—ARE pathway in VD rats’hippocampus were induced.
Western blot detection shows wu zang wen yang hua yu tang can remove Nrf2 protein from cytoplasm to nucleus,and activate the
HO-1 proteins, enhancing the proteins expression. The proteins expression of nrf2 which in thecytoplasm and thenucleus and HO-1,
compared with sham —operated group and sedentary control group P <0. 01,which had Statistical differences. Conclusion The
decoction of wu zang wen yang hua yu tang can improve the cognitive impairment after Atherosclerosis and chronic cerebral
hypoperfusion in rats,which may be related to prevent oxidative stress response and enhance the antioxidant mechanism. The high
dosage and middle dosage have the significant effects.

KEY WORDS: atherosclerosis; vascular dementia;wu zang wen yang hua yu tang; Nirf2 pathway experimental studies

20



