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[ Abstract] Objective To detect the expression of Retinoic acid receptor alpha (RAR «) and peroxisome
proliferator—activated receptor 3/8 (PPARB/®) in craniopharyngioma cells, analyze the correlation between the
expression and effect of retinoic acid (RA) , and investigate the molecular mechanism of RA targeted therapy for
craniopharyngioma. Methods The expression of RAR o« and PPAR B /3 in 31 cases of craniopharyngioma cells in
vitro was quantified by reverse transcription—-PCR. The inhibition rates of RA in craniopharyngioma cells with
different expression levels of RAR a and PPAR /8 were detected by using MTT assay. And the correlation between
expression and effect was analyzed. Results The RT-PCR resulis showed that the expression of PPARB/8 and
RAR a mRNA in craniopharyngioma cells was different. 31 cases of craniopharyngioma cells in primary culture were
divided into three groups according the expression differences of nuclear receptor: PPARB/8 > RARa, RARa >
PPARB /& and RARa >> PPARB /8. MTT results showed that the inhibition rate of RAR o >> PPARB/$
group was significantly higher than the other groups under the same condition, with statistical significance (P <
0.01) . Conclusion The expression of PPAR B /8 and RAR a can be used as effective index to evaluate the effect

of RA in craniopharyngioma. The craniopharyngioma with low—expression PPAR 3/8 was more sensitive to RA.
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Targeting higher RAR o or targeting lower PPAR 3/ 8 is beneficial to the treatment of craniopharyngioma.
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Mgcl, 2 L
10 x RT Buffer 1 pL
Rnase Free dH,0 3.75 pL

dANTP Mixture (% 10 mM) 1 L

Rnase Inhibitor 0.25 pL
AMV Reveser Transcriptase 0.5 pL
Random 9 mers 0.5 pL
Positive Control RNA 1 pL
TOTAL 10 nL
IVESLE
30°C 10 min
42°C 30 min
99°C 5 min
5°C 5 min
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3514 5'-CTTTGGTATCGTGGAAGGAC-3'
TS 14 5'-GAAATGAGCTTGACAAAGTG=3'

PCR 944 F By 434 bp
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518 5'-TCTCTCCGTAATGGAAGACC-3'
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Fig. 1 Craniopharyngioma cells cultured in vitro (co-
lony)

E 2 RT-PCR #fMEEE R PPARB/5 . RARa mRNA ByF&Kix
Fig. 2 The expression of RARa and PPAR3/8 of craniopharyngioma cells quantified by RT-PCR
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Tab. 1 MTT assay inhibition rates of RA on different craniopharyngioma cell groups (X +s)

4 5 M1 4(%)
73 N R 0.011 25 +0.010 63 -
I % B2 1.326 75 £ 0.090 84 0
PPARB/8>RARa (RA+) # 1.219 75 £0.174 39* 8.13
PPARB/8>RARa (RA-) # 1.409 25 + 0.130 87 0
RAR o >PPARB /3 # 0.936 99 + 0.057 47" 29.63
RAR o >>PPARB /8 #H 0.492 58 + 0.036 63 63.41
SRAMERT R A, "P<0.05, “P<0.01.
it N PPAR B/ JEPRE N FYL ik 6p21.2.
A PPAR B/ LR OA 441 DN IERIRIES,
| PPARB/5 > RARe 9 MNNEFAUR B KT 85kb.  [7] PPAR 1453 40
h MIEFRIAAL PPAR B /8 A 4 DT EAYIIRERK,
At > A6 AL A/B IR AR BRI i 3% SR S Ak, R
IR A &M BRI BF X B BC R 45 A 3
(LBD) , M 131> o 85Ef—AeE g 246
: I e T —A K Y FRg K4S, B2 &
l_.r‘\_ﬂ XL PPARB/3 >RARa  RARa > >PPARB/S E]/J 2 1%’ IEJHTJ‘ PPAR B/S Eﬁ@aﬁé?jém Filgljﬂ

3 MTTESHMFARRE RARa, PPARB/S BIAT
TREELPE, 20 wmol/L RA {Ef 72 h By &I =
Fig. 3 The inhibition rates of RA (20 pmol/L, 72 h) in
craniopharyngioma cells with different
expression levels of RARa and PPARB/S
detected by using MTT assay
XL, "P<0.05; SXTHR4I AL, 24P<0.01.
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BR 0. 8.13% . 29.63%F 63.41%, ZEFHGI#
B, WA EKY]: PPARB/S Fl RAR«
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