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[ABSTRACT]

investigate the mechanisn of the gastroparesis in Parkinson s disease M ethods

were damaged by injecting 6-hydroxydopam ne(6-OHDA) in the brain substantia nigra In this 6-OHDA treated ratmodel the central

Objective To study the wle of SHT; receptor n the endogenous dopam ine-regulated gastric motility in rats and

Substantia nigra dopam inergic neurons of the SD rats

dopam ine content decreased while the endogenous gastrointestinal dopam ine content was increased The power lab signal acquisition
system was used to record the constriction of the strip of mat gastric longitudinal muscle Sem iquantitative RT-PCR method and W estem
blotting analysis for >HT; 4 receptor in the gastric compus i contiol and 6-OHDA treated rats were perfomed Results The basal gastric
motility in 6-OHDA treated rats was significantly weaker than the control group 5 HT-evoked motility was significantly reduced i the
amplitude of contraction in 6 -OHDA treated mats The real-tme PCR results showed that themRNA level of S HT; receptors in the gastric
cowpus was significantly enhanced in 6-OHDA treated rats The W estem blotting results however showed that the protein level of 5 HT,
receptos notd HT; receplor in the gastric corpus was descent in 6-OHDA treated rats Conclusion The 5HT, receptor downregulation
may contribute to the decrease of gastric motility in 6 -OHDA treated mats
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GeoZZ . MAE S HTHE iz ik (SERT )l /N AR P

DA G R AN Y, X RIS SHTA DA
Z [N REAAFEA B R A ELA R . PDIRARY

R R A R 2 B RE M S TR B, 5 6O -
DA AbFEEEAY K BRI BR R AR R, BT AFEAS S 36 v ok
Fi 6-OHDA AbHEBEARL K R TAHCHE 55, AT B 55
KI 63 Z E (6-hydroxydopam ine 6-OHDA )5 55 K
A R 2 R Re & T e ] 5 M E B IAiE DA
PRGBS E IR ARG (TH )2 B s ik (DAT)E
BA®E. T oHTRETEBsh e TERHE R %t 6-
OHDA ZbFEAEARLK RE sh 11 A2 & KA
F RABFRE) S HT: /2 R FRIR B EZARF, AFFF
UL 6-OHDA AbFREIRL K AR RIS K Power
lab EYIE 5 RER G LT B IR KR B AR TALA I
485 B0), FF N SR B G 3R A Wg 4 I MY (Realtine
PCR )L IR H % EPicik (W estem blotting ), £l 5-
HT: /52 RAE 6-OHDA AbHEBERLK BB R py 23k o
SHT: X MAE NEYE 2 B2 )R B sh R e9rEH .

1 MERTTE

1.1 6OHDA &SR KR AVHIE

PEH 60 KM SD KR (B ABEERL K2 L5 514
s ) S ITIES . SCXK () 2006-0009, {4
i hy 210~240 g 2L SR A2 5 23170 ). 3)
P R IR EEOL, 24 hE KA, R %L
FRPK L BENL 53 o LR A AT B4 g4 30 R
N

A4 UL SegR KRR 30 5L, KA AR HEAT
IR (O 4 g /kg ) 4 KBRSk 380 8 52 F ST A S EAY
PR B R 200 CRAR. BTXE (AP), —5 6 mm ;5%
F ML), £2 Omm 3% (DV), —7 5 mmJ, iX 2
BFEN 6832 E (6-hydroxydopan ne 6-OHDA ) (I H
Signa) FEAEN 2 FLIKER 2 ¢/L & O 205K
MER, 1S 4JE R,
1.2 BHBHA

WAL FOXT B8 ZH KRR 340 58 - B 43 2 i
BB AERIATIHIVERSE 2 mm K 10 mm 224
Mz, BRI E TR 10 mL Kreb ' sify H %42
WRAS (& IVESH S0 AR R, K
MR EELEREE 37°C B 1 om FufiF. LT
KRR 45~60 m in FPRELERE SN2y, it )
SHT (B, Signa A Fl LR R 10 tmol /1, H 5l

TIZEAVAE R 1E H SRR 2 2 A7 2 B R 3 il 2k
HAR SRR 2 T,
1. 3 Realtine PCR

A Trizol— 542 HUE S RNA. I E 40510600
B ANBE RS B B UK AR I RNA 40 35 1k B % o ik,
KA Invitogen i 7] &K & RNA R kA DNA,
—20°C{f 74 H. 28 Brilliant SYBR Green QPCR
masterm i & UL, #7. real-tine PCR X WK £,
W% BractnfIERZIMFF. 5 -TTC AAC ACC CCA
GCC ATG 3. R IH 51 ¥ 5. 5 GTG GTA CGA CCA
GAG GCA TACS ., SHT ZHIE 51975, 5 T6C
ATA CCA TCC AGG ACA TCA-3. R [13|#F 5. 5'-
CTC TTG TCC GAC CTC ACT TCT TC-3, 5HT, &k
EmEIYFES]. 5 GCT GGG TCA TTC CCA TGT TT-
3V R MBI FEF. 5 -CAA CTA TGC CGA TGT TGT
TCC A3 R AE MP 3000 RealTine PCR X I3
1 R T 95 CHiZdE 10 min LAME I
95°CASPE 30 § 55°CiE A 1min 72°CHEAH 30 § 404
EER, HIER M2k, bR PCR =¥kt 95°C 1
min [F% 55°C, £ 55°C ~95°C > [k e 0 2
C /BRI, PCRZSFLL Bractin N ZHEST
g BITEIEG I T,
14 E[HLEIEI Wesem bbttngi&ill

AR BTN ERAL 20 mg A, N 300 1,
EAZYRIE T Eppendorf& W, HUIRATEE 2 4 2100y
ARG 3 VKA R E 30 min 12 000 r/min
4C, B0 Smin, B EBEBANS— Eppendorf& H,
FUTHE., BCAIEEACE, IR O 7k P rts
YEREFFHER] 10V 93 B8 e Rk 4 e BBURE &5 8 T Fie
RESEME R, WK 5 min HEIKAE P 7E 6 B UK S0P
JN 50 to B AL ERERTE. 80 V 30 min FRRAY
120 vV 40~50 m in . 2 {51 5 2138 7 B BCRCHR ., B
EEMCHA TR RS He DA W B 5. BRI AR B4R fiF IR 2 4k
HUEME BER UEAC BAMR, fEERAE, 100 V 70 min, HR
BRI 4E R RN, BT OIS UIHy TBSTIWES
M SR L h JON SHT W&k —Pt (1:500) (San-
ta): Actin—4T (1:10 000) (Signa). 4 CHFHEIK. K
HEUEEEEAE 30 m i TBSTYRE, IINSR AT R
LT (1915 000 ), FiEEERE 1 b TBSTYEARL, N
Odyssey R ML
1.5 GitEAE

K ALE R R SR ( xEs) B N
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Prim 4 ORKAEHATECN o fr R L P~ FTUREE s i (B 1A Yz TEH % B2 K RUBH 2

0 05 ZERA T FE L, Wb (B 1B), 6-OHDA AbFEAERL K FURIIE # K BUAE
2 g FERPROL N E B 2 MR R R AR FE L (1

- 2.850, p=0. 008 1, n=29), & 1C R, ZEMAN 5-
21 BHBIHER HTJ& 6-OHDA Ab PR A ML 2 WAL 406 T o i 2 /N

Bk 6-OHDA LB R E R AT I a5 FTIEWMBAHERIIERITFERE L (=2 761 p=
B (E 1A 5 IEHE XA KR LA Bk Es (B 0 032 n=7), & 1IDFR.
IB), fEMIN SHT/G. 6-OHDA AbFREEAI K ERL H R 4L

5-HT
S5-HT (10 pmol/L)
(10 umol/L) ¢
A B
. 250 0.6
.8
£ 200 .
%0 ok %)
& 0.4
3 150 %
k=] 3]
= 100} s
= ©0.2F
5 50 <
>
Control Model 0.0 Control Model
C D

Bl 1 6OHDALEHBKBRMEFKEMA SHTEEHNHEN
Fig 1 The alleraton of gastrc motility afer reatmentwih 5HT n
6 OHDA teatd rats and Contol rats
A: The alteration of gastric motility afier pretreamentwith 5 HT in 6 -OHDA treated rats B; The alteration of gas-
tric motility after pretreament with 5HT in control groups C: The statistical bar of basal gastric motility of the 2
group ( 1=2. 850, P=0. 008 1, n=29); D; The statistical bar of The alteration area of gastric motility after the 2
group treament with S HT( =2 761, P=0. 032, n=7); * p=l0. 05 *x p<I0. 01 vs contwl

22 Reaktine PCRZER WME 2R, EEIE N SHT 2k 5R2 B-actintt
6-OHDA ALBERSRUA KB SHT 2R B IRE) BRI HB 2 5 B
LRI KRS, 298 %2 L (P<0 05),

300 *
sor X 55 250
58 150¢ g2~
3= 0l &5 200}
55 ° &
<& 90 ~ 8 150F
Z 3 E;"
CE;W 60 Bk 100+
s
&z ' 50
f_v.j 30
0
Control Model Control Model
A B

B 2 SHT,ZEEEKFEXRBGHHRE

Fig 2 ThemRNA kvelof5HTs;, recepirs
A: ThemRNA level of 5 HTy receptor( t=5. 767, P=0. 011, n=4); B; ThemRNA level of > HT; receptor( 1=
3185 p=0.024, n=6); * P<0 05 vs control
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2.3 Wesem bbttng 4T

¥ W estem blottingZh FE G745 K BE #7017
W B AR A K BEAE B LA S0 K BE A DA IE R 22
IR ERREE M ER A S, SR 60H-

Control  Model

42000 == S-HT,R
42000 oS P-octin

. 0.20F

3

= 0ast

£

g 0.10f .

«Q

I~

£ 0.05F

s

0.00

Control Model

A

DAACBRBAIZ KB, 5 HT) Z R 1E B KA RIK HIEH
XRRAIRR R (=4 327 P=0 049, n=3). ZFHH
R (=2 105 P =0 126), 4 3A fros, M 5-
HT; ZARTE B IR A ZRICR B L (B 3B),

Control Model
55000 - 5-HT R
42 000 ‘m B-actin
0.67
X L
§ 0.5
Z 04
g
\‘:I} 0.3
/A, 021
&
=01t
0.0 -
Control Model

B

B 3 SHT.ZAERKFEXRBEGNERE
Fig 3 Theproen kvelof5HT;, recepirs

A: The protein level of S HT, recep tor( t=4. 327, p=0. 049, n=3); B: The protein level of S HT;
receptor( t=2. 105, P=0. 126, n=4); * P<0. 05 vs contwol

3 it

SHTE 5 il T 25 ) b 420 36 ORI 5% 43 WA 43 1
R IIBEA R 5 HTSZ A S W 30 1 F s sl
B, HARTIT RN 1 H A T B A M P
SHT: A1 S HT, 4K, ArE @ SHTER T B A
Hify 5HT AR5 B 450 K 5 5 HT RS
SRS R B BRI, SR
SHTYEM T 5HT, SZORTIEIE . MRIMIFFE W HERT, 5-
T, 52 V8 S50 T 5 225 30 3 00 24 RS S A Bt
TR T P T b 30 S S 0 W 0 S S B
WUEBB, SHT, ZAR LB AT M2 TC, T
LA B R i Bz S 5 M 3 1 0 AN 4 s S )
fe. Ho SHT SZORBFFEE N HaT LIS i 2
TERET 2 HME I 25 2 7o 1 o 2038 A 5 o - Y L
Wi, SHTH AL, B e A T B 1 il Ly 5HT
A S I WU 4. T DA AT DL e
it 3R Y2 PR B0 0, 2 LA SHTHP
FEEME SR EER R, Ao U R, 1
oK B AR B 1 L T FLANE £ LR RE M 2 0 B
BWL, Bl 2 O E, 0 (DAL E
11 5 AR URA B A 2 2 PR AT 3K A P
EREI R K B SEAHEEE B k) T S eSS
FER . (HAEX BT 5 HTAE h an{a 25 fr 5 A 5T
51?

AHF TR I 6-OHDA 45155 4 K B2 o A 78 7 i
MBS T IEH K., I 6-OHDA #8 P X B i £
EL e BB 28 0 i B R BRASE AR L 4 ] 22 2 e ) A
b (R B LR R £ R ssiE ik ) B2 The .
MEFFE AT R ANEYE S HT RN 45 & 30 1E 5 %t
HEZH R VL AR WS 4 1 = FE BH B KT 6-OHDA 4 PR AR
AR, Realtine PCR 253 /8 6-OHDA AbH FE A1
KE SHTs w2 HAE B PR ) FRB B B s F 1B 5 KB
W estem blotting 45 5 . 78 6 -OHDA Ab B AL A FR 5-
HT, Z & H K BT IE 5 X B4, SHT 24k
A EE KA P 2 [0 25 RIS G T2 7 3 T BE 2
FHAGEANEI S8, SHT, ZI7E 6-0HDA 4
AR R E s TSR R G RE TIER. ©F
FEF BRI, O HT, SZURAY R K- L) T
FEEAKE R, iTRERH T mRNA R FE L 2 2
T S R TEARMR 2. HEREAE. 67T
HE—AF9E. FTLL 6-OHDA b BEERL KGR H 3 R
JETTRES SHT ZRE A K FREA 3,

ZE PR, 6-OHDA Zb B ALK B E 31 71 bR
5 DATEB BN ZH 0 e 55 SHT, %
REAAKE FEAI, SHT ZKATEES PDIR AN
BIRRRER IR A 3. B ETE P INE R B A S AT
FEATRENERTT PDIR ARG B R AL ¥ e T — 5%
BT R
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