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ABSTRACT: AIM To investigate the neuroprotective effect of Longmu Qingxin Mixture on SH-SY5Y cells
injured by 6- hydroxydopamine (6-OHDA). METHODS SH-SYS5Y cells dopaminergic ( DA) neurons were
injured by 6-OHDA , and divided into blank serum group, model group, PKA inhibitor ( H-89) group, middle and
high dose groups of Longmu Qingxin Mixture, and middle and high doses of Longmu Qingxin Mixture+H-89 group.
After 24 hours of intervention with medicated serum, the supernatant and cells were collected, and the levels of DA
and ¢cAMP in the supernatant of each group were detected by ELISA. The relative expressions of dopamine D1
receptor (DRD1), G protein a subunit ( Gas, Goolf) , PKA, CREB, brain-derived neurotrophic factor ( BDNF)

KRB, 2025-02-19
EE&WH. EXARM RS EFRLLTE (82405474); LT 2023 4F B “ B QU AT o i3 B 2% 6 37 0F 55 & T 300 H
(23Y21920100) 5 gk —25 b o 5 26 4% 7R Q8 & —4EATshit &l (2021—2023 4F) WiH [ZY (2021-2023) -0206-
01]; FillilRE S GRERIIE (TBEL) (shslezdzk04102) 5 BAREBRRHLEIFHHHE (KY22059)
EEEN. 54 (1993—), &, Wi, FREM, NFhEILES, h22i 25T, E-mail: 13837194674@ 163.com
« BIEEE. BH% (191—), L&, Wit, FREM, NEREJLRIR. MR . FFREBNTTR, E-mail; chenxiufeng91@ 163.com
LZR (1960—), Zr, FEEM, HAAS, AFPhEILETR . ARG, E-mail: lhjzyem@ 163.com

790



2026 4F 3 A
48K HE3M

Bk %

Chinese Traditional Patent Medicine

March 2026
Vol. 48 No. 3

protein and mRNA were detected by Western blot and RT-qPCR. RESULTS Compared with the model group,
the levels of DA and cAMP of cells in each dose group of Longmu Qingxin Mixture and each dose of Longmu
Qingxin Mixture +H-89 group increased (P<0.01). The protein expressions of DRD1, PKA, Gas, Gaolf, p-
CREB, BDNF in cells of Longmu Qingxin Mixture in each dose group and PKA | Gas, p-CREB in cells of high
dose +H-89 group increased (P<0.05, P<0.01). The mRNA expressions of DRD1, PKA, Gas, Goolf, CREB,
BDNF in cells of Longmu Qingxin Mixture in each dose group and DRD1, PKA, Gos mRNA in cells of each dose +

H-89 group increased ( P < 0.05, P < 0.01). CONCLUSION

Longmu Qingxin Mixture may exert

neuroprotective effects against 6-OHDA-induced damage in SH-SYS5Y cells by upregulating DA level through

activation of the cAMP/PKA-CREB signaling pathway.

KEY WORDS: Longmu Qingxin Mixture; SH-SYSY cells; neurotransmitters; ¢cAMP/PKA-CREB signaling

pathway; 6-OHDA

F R £ ) FE % ( attention deficit
hyperactivity disorder, ADHD) J& JL 2 8 i % UL 1)
B2 L BN, LLZEE (dopamine, DA) .
EHE FIRE ( norepinephrine, NE) LAy
P23 SR B N AZCORGERAIL , 2 A e L
S RAE . AT DI RERR ARG R bR
WK B 5 ( methylphenidate hydrochloride, MPH) &
ADHD By—2Hl 2y, (HEILE G a2 A K
KEZMHR ., BHCNR, RGN R
S HOB IR T 25 W S F ST AR R BR R R IR
(eyclic adenosine monophosphate, c¢AMP) /% H 4
fiff A (protein kinase A, PKA) -cAMP N AL 45
& % 1 ( cAMP-response element binding protein,
CREB) fF5E RN T DA &AL, B2k
#B DA 5 £ [ ¢ D1 % f& ( dopamine D1
receptor, DRD1) fHEX, it G H H Gas, Gaolf
PRI I B PR AL (adenylate cyclase, AC)
11k ATP 7K fi# R cAMP | JETM 338 PKA 55 CREB
W2 1k A0l U8 P #h 28 8 3% 7 ( brain-derived
neurotrophic factor, BDNF) #45%, WM& 54T
A Mg AL AT RE R, S
P97 DA A, M ADHD RO AESE ST Jest
HOaRE AT RigmidEsik LRIk, BAz
W25, ] ThEai A i M SOIR AR DA 7K1
i ADHD BERUR R Z 3, whaliK-F, JfFfdme
B RTRVAYS =7 IS (£ =R 7N il S o] L B N
FEETER DT e 4L O 5 R 2 A5 3 o 4 cAMP/
PKA-CREB 3421415 DA & B I 52 LA 22 A |
3 ADHD 19 H ¥, DU ADHD f{f7 42 {1t 5
B2 HAEAAE
1 ##

1.1 34 50 H SPF 2% bt Wistar KB, 6 J&

1%, R (180+20) g, WA H bt 4 ] 42 S0 56
YHARG IR [ LR s A 7= V8 Al HIE S SCXK
(50) 2021-0006], FfimFE T il B2 K34
Sy B R BE N [ 25 3 ) 48 O AT IR S
SYXK (') 2020-0009], B (23+2)°C, X}
TR 50% ~60% , 12 h/12 h &/ MGG, H H3E
IKFEY, B SRR e i M B E R LR sy
ARG I R AN E BR A DA 5256 sl 1 fe A B
JEWHEAT, IF4 Ll h B2 RKAE S e B ZE A 25t
M (f8FEE PZSHUTCM2303210001)

1.2 @ie  APZBEAN I A0 SH-SYSY 4 il &
525 FHO156) 4 H i & AW RHE A BRA W],
CL N 4 1R,

1.3 4 RAE AR (S 2206001, )12
il 205170218) W [ L ifg B 25 K2 fi s e A s
BE, FiA 2R e ZERKIRI 1 h, SRIERHERE

2h, FEIMABER, MH, @Rk, kR, K
TN L AT, TR RS, S B, AT
B2 WIRB IR, e R FHE R 25 R ALK 2500k
Aih 4. 17 g¢/mL, T 4 CUKFEGRAE, &, EhRRIKR
MR (S 1KE744) W A TS24
FRAF,
1.4 XA 6-FIEZEM (6-hydroxydopamine, 6-
OHDA, Jbmt & HE AR E AR AR, 75
H7003); PKA 4 41%] (H-89). RIPA %/ W .
BCA HAE BN & (LI = KAEYHE AR
HBRAT], 85 S1643 . P0013C, P0012); DMEM
FORERE SR AL BRI ALY . NIRRT (BT
EHAE R A R A F, %% FH-DO1, FH100-
900, FH7001); CCK-8 X7 ( _LifgSEmn Y ElH
AR A, 85 MA0218); A DA, cAMP ELISA
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RAl& (LB E YR AR AR, 8% BY-
JZF0030, BY-JZF0167); DRD1, BDNF. PKA #i
f& (P[E Abcam A F], 3% ab81296, ab108319,
ab75991) ; p-CREB #T{& . HRP #5ic (9 Ll = Hi %
IeG ( F [ Cell Signaling Technology 7y ®l, %5
9198S. 7074P2); Gaolf, GAPDH ¥i {k (% H
Affinity A 7], 25 DF4108, AF7021); Gas Piik
(R =G AEBEAARAF], 555 10150-2-AP) ;
12.5% SDS-PAGE & s il 2518500 6 (L Ve HE iy
A EGRE AR AR, 2% PG113); EZB %
RNA #: B 7 & (35 [E EZBioscience N #), 525
B0004DP ) ; PrimeScript'™ RT Reagent S % 5% % 7
& . TB Green ® Premix Ex Taq'"PCR i & [ %
AW TR (KRiE) ARA A, 55 RRO37A,
RR420A ],

1.5 BE  CO, 4ius5 546 . NanoDrop 716
JEEETE ., ABI-7500 HYSEI %d g i PCR X (36
Thermo Fisher Scientific 2\ A), %5 149738-20760 .
AZY2124236 . 275050432 ) ; ECLIPSE TS100-F #I
'8 BB (HA Nikon 2AH], 4’5 606306) ; HEtr
10 (E EAA B A A RA R, %5 LH127-15-07-
MBY1); 96 FLARELOHL, GEELCHL (72 Eppendorf
2N A, 4w 5 5811FM378889 . 5811DH472122 )
Chemiscope 6300 BI%E I R R4 (L Ehpl
IXERABRAF], ' 85004)

2 AE

2.1 &HhhFeEg& KEGENMESE 1 )G, B
Sy RAS FLELL . MPH 25 1E 4L (4. 22 mg/kg)
e 4L O & FAR, L R a2 s A
(5.28, 10.56, 21.12 ml/kg), &4l 10 H, ¥EH
AR mL/100 g, %5 AL 44 TAEBRER K, ARYE
KR (48 SILE (9%) MikRmBAE TR
B DA iE O A RISERG R R RIE, 0.5, 2
R AL, MR, BH 2R, B85
7 d, KEALFERT 12 h ZREAREEK, 557 R#EH 1 h
JEREFZ® 50 (50 mg/kg) JFRME, ME 3 3hIKE
M, F\EEE 1 hJa, 4 °C. 3500 r/min &0 10
min, HUFWEWRE TIOHE 50 mL 808 H, 56 €K
WRIE 30 min, £ 0.22 wm {38 FLIE PO 0 B A
B, R T-80 CUKFERAT, &,

2.2 sz W AN RE AN R 40 i SH-SYSY
BRI (DMEM &R IR+ 10% 4591
AIMIE+1% H R REHERIRAW) T, 737 C,
5% CO, MABAINGEE R SR i B 15 5% . 20 a0l e
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AR, M AL T EA K, 0. 25% i il
HEATIFAG, B AR

2.3 DA #eAPYZABGEAES  [HH 6-OHDA i
S DA M ITHY, BUR B K Y SH-SYSY
i, LA 2x10* AS/FLEE R T 96 fLtk, B
548 h IS YUk AL P 8 ~12 h, JH 0.2% 4i4E & C
FEBCKT 40 mmol/L 6-OHDA R}V B ¥, 6 ™1k BE A
JE (40, 30, 20, 10, 5, 2.5 mmol/L) . ¥ #H
SRR (MYEER C MR, ZWER
0.002% ) FIA[FEYEE 6-OHDA 2H (& 435 H
400, 300, 200, 100, 50, 25 pmol/L), %4 6 1
2L, lES 24, 48 hJn, TEIE BB W
LRMMILA, CCK-8 LA AN M, LAITEH A
BRI, FEimk i 6-OHDA WeJE | BRI 4dm i
W (1C,) ., LI ER 3K,

2.4 Ay MR

2.4.1 RFEFIEIRIE LA FIXT 6-OHDA #5145 19
SH-SYSY 4G J1 iy sgmd  HOAb X0 54 K 1
SH-SYSY 4ifits, LA 2x 10" 4~/FL K% % B 4270 T 96
A, AR B4 ( DMEM + 1% XU +10% a4
MHE+0.2% 4i4E 2K C) . 2SHILTHH (DMEM+1%
WHL+10% 25 FIIM TG +0.2% 4E4= % C) . BRI 4
( DMEM+1% X3Pt +10% 25 [ 1L 7 +6-OHDA ) . MPH
20 ( DMEM + 1% X3 + 10% MPH & 24 IfiL 7 + 6-
OHDA) il Jg #4135 .0 & FIAK, . & &4
(DMEM+ 1% B4t +10% ik, o 7] & 20 5 24 1l
1E+6-OHDA) , Tl 24 h J5R: M40 TS 77,

2.4.2  JpdtiE OE R cAMP/PKA-CREB 5%
EEKT 6-OHDA 51475 i SH-SYSY 2 Jitd ity bt 28 4 3
YEH BAnis s g4 (DMEM + 1% XU +
10% %5 FH MLIE+0. 2% 4K C) . B4 (DMEM+
1% BHT + 10% %5 11l 3 + 6-OHDA ) | H-89 4
( DMEM+1% XPi+10% %5 [ 1l 75 +6-OHDA +H-89) |
TeAE AR, mR R4 (DMEM + 1% UL +
10% 9, SR & 251075 +6-OHDA ) | JR4tiE O
AR, EFE+H-89 40 ( DMEM + 1% XL+ 10%
W R A 2 1Y +6-OHDA +H-89) , HAbhF
KPR SH-SYSY 4iffd, LA 2x10° 4~/mL (1)
WA T 6 FLAUT, RRANIEIGRE A K = 60% 2247
A, SRAITCILEE DMEM YUk 8 ~ 12 h, 4541 AH
N E 2 MTE AL 2 W, BEJS AR 259 K F 24
M T30 24 h, W L3S L anie, &M,

2.5 CCK-8 =% fm e 402t 7& A 40 4% B
“2.47 WUT Nk, Ry, BH 6 N E
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fL. B¥E 24 h J5EFLINA CCK-8 K, 37 °C k¥
JEIFE2 h, i FHEEFRAER R P 450 nm 2K
BALWOEREE (A) {8, T AIAXE ., A
FHEARXSTE S = (LWL AE-TFRILAE) /
(XFREFL A fH-TF 5L AME) ] x100% .,

2.6 ELISA %4 48 ie 3% #x L& & DA, cAMP K
ORI 2.4 W ik, SR LG
2y, B 5 AEAL, WFE 24 h JEIEANNE LB,
MR ELISA 320551 65 150 W 5 460 00 40 b 3% W b DA |
cAMP 7K 38 3 AR CRZIN 450 nm P AR AL A
B, RHAMNSE Logistic £l 5 (4-pl), Al
bR 27 i, I A TR AL,

2.7 Western blot x40 28 i cAMP/PKA-CERB 42
SiAAR K R AR MR “2.4” TRk
YU, RS RR Y, WEE 24 h JE A A AL A0,
FEOY S W S R A R e, B, R
i, BCA g B HWE, AR H#HITER
PN P PG B FRC LK, B FH DI 8 1 sl i A 3

[ 30 min, AIAAIN —FL 4 CHFE LR, TBST
B IMA L, EWRME 1 h, VEBEREINA G,
LL GAPDH SANZ:, FIFHEER UG R G4 9153 4
DRD1. BDNF, PKA. p-CREB. Gaolf, Gas A%t
Fik, LWELE 3K,

2.8 RT-qPCR 4 M 48 i, cAMP/PKA-CERB 13 5
BIEAR K mRNA Ak 4R IE “2.4” TR 5k
YA, RS, WEE 24 h 5, MRYE EZB LUl
B34 BUE RNA, Nanodrop #8173 966 FE I 5
RNA ¥ #, F£H FH PrimeScript™ RT Reagent J %%
SR & 15 B RNA B4 SR ¢DNA, R 35
Primer Bank A7 BY3E N 7511 11 qPCR F 514,
SIWREFI 1, K TB Green ® Premix Ex TaquM
PCR 150 & AT SE I 9O € 5 PCR 40 M, b 5
SR C fH, VL GAPDH HINZ:, RJH 27 kit
¥ DRD1. Gas. Gaolf. PKA, CREB, BDNF mRNA
FHXTRIA, SLEEE 5K,

x1 319F75
Tab.1 Primer sequences

K EF51(5'—3") K (5'—3") T B/ bp
DRD1 GGTGACCAACTTCTTTGTCATC GGGGTCATCTTTCTCTCATACC 103
Gas GATCCAGTGCTTCAACGATGTG CAAGGACTTTCTCAGCGAGC 206
Gaolf ACCAGGACCTCCTCAGATGC AATGGTCCGTAACCACCTGTT 275
PKA TCCTTCAAGGACAACTCAAACT ATACTCAAAGGTCAGGACGATC 144
CREB CTGATGGACAGCAGATCTTAGT CTTCATTAGACGGACCTCTCTC 194
BDNF GACACTTTCGAACACGTGATAG TACAAGTCTGCGTCCTTATTGT 89
GAPDH ACCCACTCCTCCACCTTTGAC TCCACCACCCTGTTGCTGTAG 110

2.9 GitFoaobr @il SPSS 25.0 FAF#HATARE, AR AEM; 6-OHDA WSS, 4 ik A T

TFE LA A BAE LIS B AR E L (x+s) Fom,
M LR R &R 225007, IR ZE ISR
LSD-t K558, DL P<0. 05 RRZEFAGI2FE L,
3 #£R

3.1 DARAPYZMmERES WK 1~2 Fim,
IEFAEST, SH-SYSY 40 5 b Bz B BE A K

1 A[ERE 6-OHDA %5 24 h 3f SH-SYSY AT

&K, AR, BRI, AEOiEE, W
2 Fi/R, 6-OHDA 55 24, 48 h J5, M 6-
OHDA REEM3E N, 403G 71 2 FRefas, Hic,,
0904 127.5, 190.3 pmol/L, %54 3CHk [10]
i, LA 127.5 wmol/L 6-OHDA 55 24 h 1 Mtk
iy &SN

IR

Fig. 1 Effects of different concentrations of 6-OHDA induced for 24 h on the morphology of SH-SYSY cells

3.2 AR ikt SH-SYSY 4a i iE 7 4% vh
MPH , JeEi O 6 5 & 24 1 75 X I SH-SYSY 4

M TCH BEGVERT (P>0.05), WK 3, 3.
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B2 FERE 6-OHDA i55 48 h 3f SH-SYSY AR SHIF M
Fig. 2 Effects of different concentrations of 6-OHDA induced for 48 h on the morphology of SH-SYSY cells

%2 ARIRE 6-OHDA Xf SH-SY5Y FMiE IR (X+s, n=6)
Tab. 2 Effects of different concentrations of 6-OHDA on the viability of SH-SYSY cells (x+s, n=6)

215 WP/ (umol - L71) %S 24 h AHIEAHNTE 1% 1755 48 h 4HMAHRTE T1/%

pogicE:| — 100. 00=0. 00 100. 00+0. 00
6-OHDA 41 400 15.85+3.35 6.11+2. 14
6-OHDA 41 300 19. 09+4. 60 14. 68+3. 61
6-OHDA #H 200 20.233.28 42.69+7.20
6-OHDA 4 100 55.81x11.37 95. 68+12. 42
6-OHDA 41 50 107. 45£19. 70 117.72%15. 16
6-OHDA 41 25 126. 55+19. 93 145.76+14. 97

B3 AEEHMENIEE SH-SYSY HMFAH N
Fig.3 Effects of different drug-containing sera on the morphology of normal SH-SYSY cells

*3 AEEZHMEIES SH-SYSY 4% 7180 %0 3.3 RFE4 25 f i Af 6-OHDA #if5 89 SH-SYSY 2

(¥£s, n=6) & ®ea 5 PG R, BB A0 T
Tab.3 Effects of different drug-containing sera on the FIREAR (P<0.01), L% 6-OHDA 55 T DA fEff
viability of normal SH-SY5Y cells (x+s, n=6) 2504 1),3 2 HﬁiﬁL Jo B O A R R A
o ARHTE % KT FRAIILIG /1 (P<0.01), Hgsl

X R ZH 100. 000. 00 . - \ .
L 123 362 16. 06 T RFEH (P<0.01); MPH ZH41% H T

= REE 3. 36=x16.
=i A R In

MPH 41 131. 65£10. 08 *% H {H%i% ﬂg <P>O' 05), WLHE 4, F4.
MHFE u/‘?IJrhﬁIJEé 132. 88+7. 30 SYSY 2%5@@?)%525‘]5@1113, u%ﬁ‘]iﬁﬂ’?ﬁ%%ﬁi
Jet i 04 00 0 L 130. 00 11. 46 ., B LSR, FERFERAEOERT . &

T 24 M3 VR T 38 P IR S5

B4 AEIRESHMLENT 6-OHDA #1589 SH-SYSY KIS0
Fig. 4 Effects of different concentrations of drug-containing sera on the morphology of SH-SYSY cells injured by 6-OHDA

3.4 RESAF A 6-OHDA #4549 SH-SYSY 48 WA L, BEAIZ DA, cAMP KEREAL (P<
f3E L iFE iR DAL cAMP K-F#%va 525410 0.05); SR H-89 dHIbE, G LERI4
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R4 AERESHMEX 6-OHDA #1158 SH-SYSY 4k
BN (Xx+s, n=6)

Effects of different concentrations of drug-

FIEZH AN 57 5+ H-89 44 DA, cAMP /K T+
(P<0.01), VL& 5. H-89 415K N 5455 A 41 AH 24,
78 cAMP-PKA 8 #4% H-89 Frimiil, DLk
N, A O A R RE SIS cAMP T3 N DA 7K
e FFME H-89 X cAMP il BRI HEIVE

Tab. 4
containing sera on the viability of SH-SYSY cells
injured by 6-OHDA (x+s, n=6)

S 1Lk AL = 20 51 ARG F1/%
3.5 }2,5{&;%:» /a\ﬁl] Xﬁ— 6-OHDA ;})"1/% éﬁ SH-SYSY 2m Xif B 21 100. 00+0. 00
f2, cAMP/PKA-CERB 12 5 i@ %448 £ & & AL 09 % 28 I 41 106. 41+8. 43
v S s A A, R4 DRD1, PKA reiEl 65.91x6.35 "
MPH 21 80.12+13.43

Gowolf, p-CREB, BDNF EHOEREIHBEM/ (P<
0.05, P<0.01), H-89 4 DRD1, PKA., Goolf,
BDNF & I E AL (P<0.05, P<0.01); S
RUZH LA, JRd3s O & 0 45 57 1 2H A s 77 i+ H-89
ZH DRD1, PKA, Gas, Gaolf, p-CREB ., BDNF &
k5 BHFOLAFIZ 6-OHDA {55 SH-SYSY 4f 5% DA, cAMP K EREME (nmol/L, xxs, ny, =6, nup=3)
Tab.5 Effects of Longmu Qingxin Mixture on DA and cAMP levels in the supernatant of SH-SYS5Y cells injured by
6-OHDA (nmol/L, Xx%s, ny,, =6, n\,=3)

T IO B M AL

AR RNAwn L el =

T TE OB 7 ) i 2 130. 44+16. 8544

W SXTRA R, P<0.01; SHERA LR, " P<0.01; 5
Tedt i A MRS R F A, 24 P<0. 01,

107. 50+14. 11#
120. 68+13. 90*

20 5 DA cAMP
25 H I 4 12.25+0. 52 7.71£0. 14

[ RIEE | 11.28+0.26* 7.18+0.90 "

H-89 41 11. 590. 20 7.20+0.92"
Jedti A I R A 13.20+0. 33%$ 8.00=0. 26%% %
Je bt i A 13.33+0. 80**5 $ 8. 14+0. 455 %
St O A7 o+ H-89 41 13.07£0. 65" $ 8.21+0.22%% %
JeAE OB 70 e R+ H-89 4 12.82+0. 57#% $ 8.26+0. 32#% %

5 H-89 41 1%, ® ° P<0.01,

h#Ee6, K5,

. SEAMTEH IR, * P<0.05, ™ P<0.01; SR HE,*P<0.01;
HRIEBTE (P<0.05, P<0.01); "HHlE+H-89  (P<0.05, P<0.01),
‘1 PKA, Gas, p-CREB. BDNF 7 4% 5 ¥ 75
R6 EHFBELEFIX 6-OHDA {5 SH-SYSY Al DRD1, PKA, Gos, Goolf, p-CREB, BDNF % A 3 ix 5

(xxs, n=3)
Tab. 6 Effects of Longmu Qingxin Mixture on the protein expressions of DRD1, PKA, Goas, Goolf, p-CREB and BDNF in
SH-SY5Y cells injured by 6-OHDA (x+s, n=3)

20 31 DRD1/GAPDH PKA/GAPDH Gas/GAPDH
25 AL 4 1. 00+0. 32 0.97+0. 05 0.72+0. 16
AR 0.39+0. 11" 0.74+0. 11" 0. 62£0. 09
H-89 £ 0.25+0.21 ** 0.88+0. 11" 0. 62+0. 11
Tt OB i 0.94£0. 23" % 1.2620. 09%*% 1.12£0. 22#% 3
PR AR RN il b i 0.73+0. 12%5 % 1.28+0. 17%% 1.1320. 14%#5$
TR A R P 21+ H-89 41 0.55+0. 12544 1. 19£0. 24%$ 1.13£0. 16*#% 3

T3 0B 7 R S 2+ H-89 4 0.64+0.29"% 54 1. 19+0. 30"** 1.12+0. 2188
25 5] Gowolf/ GAPDH p-CREB/GAPDH BDNF/GAPDH
2 F T4 1. 03+0. 10 0.92=0. 13 0. 87+0. 14
HIRIZH 0.56+0. 06 * 0.51+0. 18" 0. 14+0.39*
H-89 # 0. 64+0. 04 * 0. 66+0. 04 0.31+0.23"
Tt DA A 1. 07+0. 31"8 1. 110, 33%8 1. 1120, 37%3% 8
et O 4l 0.98+0. 27" 1. 10=0. 24%$ 1.21£0. 40%% 8
T O A TR 2+ H-89 4 0. 89+0. 20 0.91+0. 17" 0.87+0. 11*% %
e O A7 i 7R A+ H-89 4 1. 1220. 20%*#% 0. 86+0. 07" 0.79+0. 12%#5 $ 4

. 52 AMmEA L, * P<0.05, ™ P<0.01; Sy L

Al E A gL, A P<0. 05,44 P<0. 01,

SREAIZE AL, P<0. 05, P<0.01; 5 H-89 41144, ® P<0.05, % * P<0.01;
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B5 “HA4E DRD1, PKA, Gos, Goolf, p-CREB,
BDNF & B & E

Fig. 5 Protein bands of DRD1, PKA, Goas, Goolf, p-
CREB and BDNF in cells of each group

3.6 RdtiFs At 6-OHDA #5745 % SH-SYSY 4
e, cAMP/PKA-CREB 13 5 i % 48 X mRNA & ik 49
W S P ME AR, B4 H-89 4
DRD1. PKA. Gas, CREB. BDNF mRNA ik}
& (P<0.05, P<0.01); S5#iAI4 = H-89 4 4%,
eI U A 79 45 9] o 2H RN 4% 57 i + H-89 4H DRD1 |
PKA . Gas., BDNF mRNA £ k¥ 75 (P<0.05,
P<0.01), JB4EOERSFEL CREB mRNA £
KTHE (P<0.01), Jedhyd o 74550 g 4l A 5
w#+H-89 2 Gaolf mRNA F+ (P<0.01), W& 7,
4 itig

ADHD ] 3 BB Ty 5 g | 1 45 b, R
. MEhERAT S, =R A R AR gR K
JE RS BT R GEWE, 2l IR R
JA, FIPHAC A T8, 4% [ICJLFHE ADHD A5 HLA%

RT EHBBLAFIX 6-OHDA #5145 8 SH-SYSY 4 DRD1, PKA, Gas, Gaolf, CREB, BDNF mRNA 33X 85

(xxs, n=5)

Tab.7 Effects of Longmu Qingxin Mixture on the mRNA expressions of DRD1, PKA, Gas, Gaolf, CREB and BDNF in SH-

SYS5Y cells injured by 6-OHDA (x+s, n=5)

215 DRD1 mRNA PKA mRNA Gas mRNA

2 A M 1. 00=0. 00 1. 00=0. 00 1. 00+0. 00
TRAIZH 0.4420.12* 0.45+0. 04 ™ 0.55+0. 03 *
H-89 44 0.47+0.10" 0. 46+0. 05 ™ 0.55+0. 05

AT K bl

1. 09+0. 48##5

0.70+0. 10"# # 1. 18+0. 05" % 5 4

TEHIE OB R R R AL 0.93+0. 30"* 0. 61+0. 09" % 3 1. 26+0. 09%*% 3
o4t O A5 R 2+ H-89 41 1. 07+0. 53"% 0.76+0. 05%% 0.97+0. 05" 3@ AA
Jett i 0 A 7 A+ H-89 41 0.96+0. 47"% 0.710. 08" % 8 0.99+0. 05" 5 5@ A4

2H 5 Gaolf mRNA CREB mRNA BDNF mRNA
75 H ML 240 1. 00+0. 01 1. 00=0. 00 1. 00+0. 00
HIRIZH 1.210.26 0.62+0. 19 0.44+0. 08 **
H-89 41 1.320. 40 0.70+0. 04 ** 0.46+0. 07

et oA e 3.00£0. 64%5 % 0.91+0. 13*8 0. 82+0. 23#%

JetiE O A7 i R i 2 2.63x0.25%% % 0.92+0. 23*% 0.83+0.18%% %
et O A7 FR R A+ H-89 4 2.26+0.51"5 5@ 0.72+0.06¢ 4 0.73+0. 36**

I i 0 A 7 i 1) 2+ H-89 41 1.72£0. 44¢ AA 0.73+0.10¢ 4 0.71+0. 19*

. 5 EIMLTEA L, * P<0.05, ™ P<0.01; SR A ¥ P<0.05," P<0.01; 5 H-89 41143%, * P<0.05, %% P<0.01; Hp4LiE0
AR AL L, © P<0.05; SpttiE oA R A4 g, 4 P<0.05,44 P<0.01,

DRGSR S AgE , BRI, “MRERE” “HF
BB MIWLZEEAE, RIS R SR Kk,
TALHE AT R R E Y . A, %R
UG ADHD fB LI R AZ O R DL K B R B =
REIO SRS S B AT T R A A K R R A
SRR DA Fr &M 25, ek m
K2 ] Fig Az K-,

AWFGE &, 6-OHDA 7] 55 SH-SYSY 4i iy
DA fig #h & e i 0i, T4k O A F fE S I 6-
OHDA I 52 SH-SYSY 4i it 451 45 Al DA (7K F
RAS, SH-SYSY 4ifis A A il DA A1 NE [ #E
JEFSE DA REM 2 n R IR PRI, Xu
USSR I, 26 6-OHDA 4b ¥ () SH-SYSY #H
796

M, HIEJRRE, ZebifkUigeRans, e i
R KRR EERNE,

cAMP/PKA-CREB i 2 5 T SH-SY5Y 41l g
05 K DA REMZ T T, KA T i
JTCH R 4 2 B iR 97 ADHD 1Y 5 2R 18,
cAMP/PKA-CREB 2 1 T B #2838 BB . Ak
N, BE A B AT . PR 2R RO AR AR AL S
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FAXT O T SR HLAEFE B IR R AR gT R A,
6-OHDA 5 H-89 T T cAMP/PKA-CREB il % #H
X H A mRNA & ik, H-89 fE & cAMP/PKA-
CREB 38 g% 4l 5, AT 400 T Y 9306 s I i T i
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6-OHDA % 51 cAMP/PKA-CREB {55 5 B& 1Y 25 1%
RIS, FFMEBR T H-89 Xz M sIfEH, #—
AAERA T RIS O A RI2E ADHD S56E3F DA 194
WA, T cAMP/PKA-CREB 3l J% 1% 80 1% 2 {1 32
DA GRS AE , R oA H S A O A
F+ R L, RS AR, JUH
DA, cAMP /K-F-JoHH W A8 4k, 7T G2 KR e 4
DAEA H-89 J5, HZGHRN B R4k mirh
Al EA R ES AN B, R A E TR R
RN B A7 A AR AT L], DL B2 Rk
B, et i O A R B A O PR B PL AR B cAMP/
PKA-CREB 3 % 130G, H TP R A sl
N, XHZ T 8 - IR AR A o 7 i — 2T,

i L RTR, ettt O A IR #E DA A BT
# 6-OHDA 531 SH-SY5Y 41l DA fE#f & ooHit
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IS5 S F AL, BT RESh ADHD B3R 7 $2 L8
K B,
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