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TEE: B8 g0 e S R RN S 22 S BRI iR DRI AR R A R AR e LA T
FEDHIS AR B0 22 S R S I T 5 15 A TEAR DGR DR 358 B 11 {300 6L 19 R e 8 L5 10 e B 25 43
SR SR HEEH, R FH RT-PCR X 81 U FRIEFE R A R R L 19T . 45 R FIGN FI PTGER2 7R 3L 4620
FU R R K AEE I B 22 5 . Hoh  FIGN 78 RGUEF P R AL Ao 8 LR 1) 2R I X B 20 (P<0.01) , PTGER2 1)
FIRE TXT A (P<0.01), 518 FIGN Fl PTGER2 WY 5 5 2235 15 ML 79 1 R4 J e 174 26 A AH DG 3RR HLAT fiE R

IR B bR 5 T o
SRR AL R ; BN 5 25 7 AL RT-PCR
HESES: R272 XHERFRER: A

Jigi 45 ( Cerebral Palsy,CP) 248 Hi A= w21 4=
J& 1A A& A D DR 5 | % i £ B8 % 7 5
JIT B I8 B B G B 2 S w0, S /N L ISk vk
PN o A G R LA i L PY AR e A A1 5L
PEPCR ] R BB S A7 sl RME Dy 23R, il
AR T R EE A R R S N
S R CRRES T R R R R A
TRUEIEE , IR M AR RS IR RINER , Hk
BLAENG B R T, C S RZ A B G RZ A
KA,

R IE H HTE Y S T R D he
1RYT, BERRAIE Y U R T A 2 2 T Y LAl Y
FEXSEE D o DR i 3 LA SR f) © T 8 — e e '
PR RURUAE -S04, R TR R B BORAE 431K
X R R B R N AT AT, DA A TR
I TR Rl R A8 L 5 T R TR) A AR R TR
2 5B, A PO T HO A, PR 1 5
P R R G 0 A DG 22 S AR AR R TR 2000 £ 5%, I
GO KEGG S5l PR 7 R ik 26 22 S i 2 2
P2 —IN 3 WA~ T ZRGE I, HLRFR A3 T IR a1,
Fie RN 305 30 1) I SEL i, 1 — 2D T L
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PR B 1) A 5 o e I D] 2 () 3 k() AR TR
UYL T I B ATLAGL B R i 76 e AR L, SR RT-
PCR X 7 26 A4 S WG UE AR Y 15 - FE I EF 756
UERFSE , BRARIE T o

1 #REFE

1.1 ART%

R 4 0 ke S e A R I A 32 W s ), TR
FERCER T 2 — N IR B e e L2 3 52 s, ik )
(7] 3 2 K A L T R TR BT b A A L 11 451
VERSZER AL, Hoh B 6 1, Lotk 5 0], BB AR e e
1 % 12 % 206)(5.91+3.10 ), [RIHI7E RS 1%
I 10 244715 (5.36+3.38 27 ) 131 5 i g 4 2 57 o4
TR SRR JLEAE Ry 1E 5 X A
12 BREH5EE

BTG B DML R B A M S E] Eppen—
dorf A FE =iy SAMPOGEETT A H A A /)
i 5 FELUKASC BE I IR R 42 32 [l BIO- RAD A
FE
1.3 4z % RNA #9425

53 R SEIG 2H FE 21 25 JE # ki 3mlL, Jin
A 10mL ZE4RAE24AR W, WA F 4R, M H TRIzol

* HemE. ERBARFES(NO:30672579;N0:81072727); I HHBEFTE(NO:09ZA031;NO: 08ZA120)

i EHE: 2012-12-19

fEEAHE: 2013-01-17

PEB®IT: HLLI(1982 ~ ), 2 Tl XN, DO, 2 B8 A S Ae 64 01~ 2 SERIATT T 1A
NGBEVER 3k Kk , E-mail: zhte2003@yahoo.com.cn



%1

WHLLN., 55 « JPUES I e TR P 22 S T8 R DR i 65 0 A0 B i

TR AR IR RNA B T -80°CHETE .
1.4 RT-PCR E_E

FEHHY B RNA R 5% 53050 & (Ferment 72
i AT cDNA AL, #E— 20T PCR ¥ 3 o S sk
A cDNA J5, KX HRAL 10 4~ cDNA FE 5 AN E
SuLIRA  ME AT IR 5 B3 1) eDNA # B A
PP —{ BRI . SEH] cDNA 93 NS AL
B-actin, M5 FLHL UK 45T IO 52 BG4S 41 cDNA B
FEVRE B3, B AR SR I iy L A

PTGER2 I ¥WiF 5l ¥ :5° -GGCCGGGGT-
GCTGGGGAACCTCATA -3°, F ii# 51 ¥ .5 -
CTCTCGGGCGCCAGTGCCACCAG -3 ;FIGN | i
519 :5" - TCGGGGGAATGGCTTTGACAGAAGT —
3", FiE5I#:5° - GTCCAGGGCCTTGCATTGGGT-
GAGA -3’;B —actin I ¥ 5| ¥ :5° - CTCACC-
GAGCGCGGCTACA-3", T #5149 :5 - CTCCT-
GCTTGCTGATCCACAT -3, PCR )% )R JH 25uL
TR Z IR R4 MM :PCR buffer (10x) 2.5uL;MgCl2
(25 m mol/L. ) 1.5uL;dNTP (2.5 m mol/L. ) 2.0uL;
Primer F&R (10 p mol/L) 0.3pL;cDNA 1.0nL;Taq
DNA Pol. (2.5U/pL) 0.2pL;ddH20 17.5uL, W5
Bk - WA 95°C Tming 2814 94°C 30sec; 1B & XC
30sec; ZEfH 72°C 30sec, 330 PMEM; 2K b{#
72°C 2min. H:HA PTGER2 A1 FIGN AYiE JCIRE 435
1 66°CHI 60°C.
1.5 wikb5FEZFHAT

TR A G I L DK ARG 45 FE Rl PCR 7= W I W5
GEHL . FHEE Tmage J1.37v K44 5L K PCR 4 147
PIRHLIK RT R R 1A
1.6 %itF o

TG BHE SR SPSS13.0 88 i+ i A7 b 8
SE R LI RCRARMEZE (£ s ) Ron AR 2E 7R

K56 .

2 #R
2.1 ZAAKRNA FizA

PEECAY B RNA NI 1 s, LUk s 3 44%
TIEHT B I, 28S 1 18S Ffly 52 BE L B 1E 5, 45490
SEOGRETHI E ) A260 Fi1 A280 Y HUAEAE 1.9~2.1 Z
], Z5H] RNA i &% .
22 ABHAPIEAR PCR 4%

K HEP PCR 471G 77 4y v Dk 2571 1) K BEABLRT EE
45 3R PTGER2 7E 5L 50 4 Jr A HE AR (1) ik 34 1
T B AR 4H , FIGN 7652 5 20 i RE A 36181
RTFXIRRA, H 22 33 St 24 2 L (P<0.01)  HiAth
13 HEEH I RIRZEF AR E(P>0.05), 458 L3k 1,

R 1 HEE RT-PCR ¥ =Y HEKEHHREE

Gis  JENATR  LRAUKEE(ves ) W IRAREME

5S rRNA

1 HOXD1 79.65+19.36 87.10
2 GHRH 61.15+13.99 63.20
3 FGF22 71.26+15.79 64.08
4 FIGN 62.06+13.06* 98.51
5 LAMC3 91.53+21.43 88.55
6 GDF10 69.58+12.63 60.78
7 DBN1 98.73+23.11 91.47
8 FGF14 58.69+11.42 50.83
9 ZIC1 76.36+16.65 91.85
10 NTRK3 93.59+22.19 85.53
11 MYOG 66.31+13.89 55.76
12 CLDN3 64.18+13.10 51.12
13 ADCY8 66.12+11.58 75.97
14 PTGER2 67.11+11.40% 39.43
15 HOXD13 49.09+10.08 41.83

1 5 xR He A, #P<0.01

6 7 8 9 0 M

H:C: XFHEZL RNA RS 1-11: 525040 RNA AR
E 1 RNA BkE
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FEGRIER) 15 23 o, FIGN A1 PTGER2 7F 5K
SR FOG BRZ 2 () AG BH i 119 25 57 357K F, PCR 56
WESE AT AEIE T 26K FIGN .PTGER2 55 9L 9
RUIGHRERT DG FR o
3.1 FIGN L 85 i 72 fia e

FIGN (Fidgetin) J& T AAA (ATPases associated
with diverse cellular activities)ATP it ¢ % i 01 , 1%
FER gt =) JE T AAA KGR T, 2 5 REE
FANUK LA s R A AY6E A
AT A )6 RO TR R LG R A B
S5 Z PP AR AR BTG BT, FIGN 220 — 9 A B
HRB P KT 501 AAA FE M5,
Cox SFIHFFY & B FIGN J [R5 75 /) Bt 30 30 ) 42
SRR B A S AT s B IR/ NRAR T, R R
B HA BAREAS SERE k2R E
AR o Yang WEAITFE A I FIGN 4t i) £ H1 A1
FATP KB RE L S SR R IR A &
FIIA 2257 2P RINUAR A o Park FUHFSY
45 R LW Fidgetin FAT — & BY i H- 40 ML 1S 58 A 5316
PATTEM . UL FIGN 3£ 2 5HUAM G & 7 14
5 A0 G 5 AN oAb A 22 P el N AR R A

' EOR L BORT U HOR e R 2R MR Z W), 2
HEREBRHEFRE ., FIGN ZH 555 A8 4
REBANE G M2 b5 7w k7 kS s
B e FEIRIRERR R (F EERKER),
P78 FIGN JEH 5 B —E I INTEER R -
3.2 PTGER2 5 /%5 i AL fs

PTGER2 (prostaglandin E receptor 2,EP2) Rl fif
FINRER E 20K 2, Hgahh = W)E T G 8 Al ik
Ko W RIA IR E E 2k %5 L
W, Rasmuson S5KGIN Az B4 28R40 it JRd 2H 2L R 51
IR R E2(PGE2)3Z 1K EP1,EP2,EP3 1 EP4 & 53
ik, PGE2 38 i HAZ A Y i 223K DL A 43 Wb 55 55 43 b
() AR U IR i AR R . A, PGE2 FE R
RE S & EEAEN], Brochhausen 551G
KPR N 41400 EP2 S BHME RS, 40kt
T LIRE R IR R, $2/R EP2 Z K/ 311
GRS TR E KSR, V588 B/R EP2
I3 BYA5 530 I B 38 ) 4 R AE S 2 5 A &R

10

GEPIR ) & RS, AN Liang 55120 B 7E AILZE 45 00 2% Al

A CALS ) i3 i RN i LR IR B 4B ML I EP2 A7

S ARAE S SR EN , A R ER G93A SOD BT EP2 Ji

B3z 2l Re ) 3w H A A7 [a] ZE 4K 3 Fp I

i o R D R RN 41K 434S COX-1

HI COX-2 555 [ JAE S Y S SHE G .

AU PTGER2 Z 5K . Bk E 5104,
P28 2R 58 SR S5 AR PR LR N o ASBIFSE & BHLGL
G R AR E 2 PTGER2 261k 1 B 25 15 T 1E 3 X
WEZH Ly 20k 55 Mo 7o i 3 A ] DG &R, 2 A 38
T IR AR D AL 2 5 I Y e A Bk SR 3
o Lt — L IRAMG

Zi b, AR RT-PCR L5525 3L B 7R FIGN Al
PTGER2 5 15\ P ke U BNGRE S R B U], gk Ty
M S5SRFER -8, — 2 PRERER, 2
FIR o AU S B35 B PR 4 0 1 T I i 1
X6 % ki 4[] DI XA —F BT A ) 3 3R 18 R RS 1%
X ALAE - g e K6 A 28 R R A B PR R IE ),
—r AR Lo o 2 S R SR AR ) R WU F
LS IER L 2R, BITR 22 5 RE B4 R ik
W JIT B0 2 L TR R A T B, 3 2 R e B L 1 R
JEUEARA R 7 X F7 SR fE i — D A
A R T R A R A A R AL VR R T o
Jpagl, L A T BRAf FIGN F1 PTGER2 S 4
KRR o AR A5 4278 FIGN Fl PTGER2 J2 /18t
' R TR IR )RR PR 2 — A R R ARk
SRR MG, I HE UE R e X e, AR i 2
2 DAL 3 ] Pt DAL 2 5 TG VR 2R e 1)
5 R REHFATIRIZRIAR R, iR Mgt L 48 510 5%
e 55 , A7 Bl T RS IZO TR 1 & AR AL, A TR 7Y
FUZ WG 7 PR AL S IR AR
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Screening and Preliminary Verification to Differentially Expressed Genes from

Cerebral Palsy with Spleen and Kidney Deficiency Syndrome

YANG Hong-ya', ZHANG Tian—e', LU Fa-ting', LIU Wei-wei', CHEN Xiao-ling',
DONG Xiao-li*, WANG Mi-qu'
(1. Chengdu University of Traditional Chinese Medicine, Chengdu Sichuan 610075;
2. Chengdu First People’s Hospital, Chengdu Sichuan 610016)

ABSTRACT: Objective To screen and verify differentially expressed genes from Cerebral Palsy with spleen and kidney defi—

ciency syndrome. Methods 15 characteristic genes related with the disease and syndrome were chosen to be verified from the differ—

entially expressed genes screened from earlier cDNA microarray of “normal-CP” twin with spleen and kidney deficiency syndrome.

11 Cerebral Palsy with spleen and kidney deficiency syndrome children were selected as experimental group, and 10 healthy children

were selected as control group. The expression of screened differential genes was compared between two groups through RT-PCR test.

Results The expressed level of FIGN and PTGER2 had the significant differences between experimental group and control group.

FIGN was significantly low expressed, and PTGER2 was significantly high expressed in experimental group compared to that of the

control group (P<0.01). Conclusion There is correlation between the abnormal expression of FIGN and PTGER2 and Cerebral Palsy

with spleen and kidney deficiency syndrome .It can be inferred that the two genes may be the candidate marker—gene of Cerebral

Palsy with spleen and kidney deficiency syndrome.

KEY WORDS: spleen and kidney deficiency; cerebral Palsy;differentially expressed genes; RT-PCR
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