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D5 RAVERRGAEM . &% (1) RT-PCR 4558 R, ARG 4 PPARB/S . RAR a RIEFF
FEZR. 31 B ARG 57 0 0N A5 98 A M e LA 7 (R R 5 R [6] 4325 PPARB/8 >RARa . RARa >PPARB/S
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Correlation between the Expression of RAR«, PPARB/6 and
the Effect of Retinoic Acid in Craniopharyngioma Cells
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[ Abstract] Objective  To investigate the molecular mechanism of retinoic acid in targeted treatment of
craniopharyngioma by detecting the expression of RAR o and PPAR3/8 in craniopharyngioma cells and analyzing
the correlation between the expression and effect of retinoic acid. Methods The expression of RARa and
PPARB/8 in craniopharyngioma cells from 31 patients cultured in vitro was quantified by reverse
transcription-PCR. The inhibition rates of RA on craniopharyngioma with different expression of RAR a and
PPARB/® were detected by using MTT assay, and the correlation between the expression of RAR o and
PPAR B /8 and the effect of RA was analyzed. Results 1. The RT-PCR results showed that the expression levels of
PPARB/® and RARa mRNA were different. Craniopharyngioma cells from 31 patients in primary culture were
divided into three groups according the expression levels of nuclear receptor: PPAR B/ >RARa group,
RAR a>PPARB /8 group and RAR o >>PPAR3/8 group. 2.MTT results showed that the inhibition rate of
RAR oo >> PPAR 3 / & group was significantly higher than the other groups under same drug, the differences had
statistical significance ( P <0.01) . Conclusions The expression of PPARB/8, RARa can be used to

evaluate the effect of RA in treatment of craniopharyngioma. The craniopharyngioma with low—expression of
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PPARB /8 is more sensitive to RA. Targeting higher RAR o or targeting lower PPAR /8 is beneficial to the

treatment of craniopharyngiomas.
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mL, UEERE, ZrREOGIRAET 20 C.
1.2.2 HHBMEE 487 RA DMSO %, &
e H 20 wmol/L, — 20 CARAE. I 5% 2 1
TR R T ar e B, PRIUE S BER L < 1%
1.3 FEEREHAE

WEERMBERIRSE —. = “EER 6a
] 31 ) F- A )R 5 i poi o A pn A, Horp 55 4
10 f5il; otk 21 f, F¥ (28.3+9.7) %, ARty
RATHACT Y. A 051 i MR 46590 21 20357 59 i etk
Y, B, BREDTIESRZ 0 020 A5 40 M B R T
WL FER P AIGEFR. FREHAAAERE O i
K peiEf 7 (81D .
1.4 RT-PCR # il it "E & 7 48 s PPARB/5

RAR o mRNA #3i%

FH Trizol B3RH 1 x 107 400 & RNA. % & X}
ML ANSE g0l , SEER AU A 20 pmol/L RA J5 1E
F 96 h.

X AT K

B 1 ESMEFHIFEEEMEE (£7%)

Fig. 1 Craniopharyngioma cells cultured in

vitro( colony)

W T W cDNA B—8%, JOMRER

MgCl, 2 pL
10 x RT Buffer 1 pL
Rnase Free dH,0 3.75 pL
dNTP Mixture (£ 10 mM) 1 L
Rnase Inhibitor 0.25 nL
AMYV Reveser Transcriptase 0.5 pL
Random 9 mers 0.5 pL
Positive Control RNA 1 pL
TOTAL 10 L
NS
30°C 10 min
42°C 30 min
99°C 5 min
5°C 5 min
S L cDNA FA

PCR )%, GAPDH (BiF&H i =h) :
51 ¥ 5'-CTTTGGTATCGTGGAAGGAC-3"; i
519 5'-GAAATGAGCTTGACAAAGTG-3'; PCR 9~
R BN 434 bp.

PPARB /S : LliF5|4 5'-TCTCTCCGTAATGG —
AAGACC-3"; TUF514 5'-GCATTATGAGACATC-
CCCAC-3'; PCR ¥4 FBiE R 474 bp.

RAR«a : #5514 5'-CATTGAGAAGGTGCGTA
-3y T 5% 5-GGCCGGGCTGCTCTGTTG -3';
PCR 948 i B 4 462 bp.
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FLID OD fH. A4 OD {EK H R 4 e pp i %, U
PAF AR

% _ XARAL OD () - L8024 OD {HIS%L
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2.1 RT-PCR #&i 31 i 55 55 &Y 551 WE & 768 48

fish PPARB /5 . RARa BIFRIX

3141 AR 4 L PPAR B /8 FIRAR o [
SRR, AR PG PCRIV 25 T2 K A R34, B
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RAR o >>PPAR B/ 8 4l ([E2). HA31{liAkshEs 5%
B4R A 18 HIRAR o (19 3235 7 FPPARB/S , i
A$58.065%.

E 2 RT-PCR #&ilEIEEEH PPARB/S . RARx mRNA KiFRik
Fig. 2 The expression of PPAR /8 and RAR a mRNA in craniopharyngioma cells detected by RT-PCR
A: RARa>>PPARPB/8 ; B:RARa>PPARB/S ; C:PPARB/S>RAR ;
1:DNA maker; 2:fMR4E H GAPDH f3R15; 35 RAR o HYFRIE; 4. fURAERH PPARB /S HYFRIA.



5510 ]

Bk, S TPETARICHIRTT 47 (5 A R S kR 2 45

2.2 MTT % # 3l RA 3t R [E &k PPARB/S .

RAR o it I 5 28 4 R ) $0 l) 22

MTT FSZIA5 R B RA X TG A A 5% 55 10
WA R AN ML X A BB oMo fE A, Hop
RAR a >>PPAR B /8 AIMINHIVERHam, FI K
JLEE (ODfH) A490 FEAIC, IR E; X AR
PPARB /3 >RAR« #41. RARa>PPARB/& M
SeAE 43 3 (132675 £0.09084) . (1.21975 +
0.17439) . (0.93699 +0.05747) A1 (0.49258 +
0.03663) , Ml 45K 0, 8.13% . 29.63% Fil
63.41%, ¥WHHEZES (P<0.05), WA 3.
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. Fraf | il (- LE..H
3 MTT &S FARRE RARa, PPARB/ & HIfil
WEEREAAE, 20 umol/L RA {EF 72 h B3I
Fig. 3 The inhibition rate of 20pmol/L RA on
craniopharyngioma cells with different
expression levels of RARaand PPARPB/d
detected by MTT assay

5 RAR a >>PPAR B/ d 44K, "P<0.05.
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