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ABSTRACT Objective: Onto investigate the expression of TGF-g1 and IGF-1 mRNA in the chorionic villi of early embryo growth
arrest in order to evaluate the role of early embryo growth arrest. Methods: Reverse transcription polymerase chain reaction (RT-RCR)
was used in the normal groups (20 cases ) and the early embryo growth arrest group (25 cases ) to quantitatively determining TGF-31
mRNA and IGF-1 mRNA in the chorionic villi tissues. Their quantities were noted by the density of TGF-g1/B-actin or IGF-1/B-actin.
Results: (1) Compared with that in the normal group, the mRNA expression level of TGF-B1 of early embryo growth arrest was lower ( P
<0.05), (2) The levels of IGF-1 was significantly higher (P <0.05). (3) There was a negative correlation between the TGF-Bf 1 and
IGF-1 in chorionic villi tissues( 1=-0.793, P<<0.05). Conclusion: The abnormal expression of the TGF-B1 and IGF-1 was already changed
at the level of transcription. TGF-B1 may increase the expression of IGF-1 in some extent, which indicated that they might be involved in
the pathogesis of early embryo growth arrest.
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Table 1 Primer sequence
£H s1#¥F% 5-3 PCR =K/
Gene ( Primer sequence ) Product size(bp)
. F:AGCGAGCATCCCCCAAAGTT
B-actin 286
R:GGGCACGAAGGCTCATCATT
F:CTACGCCAAGGAGGTCAC
TGF-B1 240
R:TTGCTGAGGTATCGCCAG
P F:AGGAAGTACATTTGAAGAACGCAAGT 103
i R:CCTGCGGTGGCATGTCA
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RNAiso 5 2R A LUFE - He i, H 2 WS SO Kl
B2 15 mL B0, ZiREE 5 ming4 T E.0 5 min, 12000
r/min; W H 5 E08 EP A& A 200 wLE7, EIREHE 5
min, 4 ‘C B.0> 15 min, 12000 r/min; W2 B | 75 9% 2387 EP & dn
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RNAse-freeDH,O 7K f# . BT 54Mr6 6 - 260-280 )
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B RNA A 1.5% HH i A8 P 3R W 68 M H Tk 6 A 0 BT 42 B
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4% RNA -80°C B 747
125 REFEZRRRESH
primeScrpt RT Enzyme Mix [ 0.5 uL,Oligo dT Primer 0.5 uL,
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DH,O #}ME ] 10 pL L EBARZR N 10 pL, iEe 56 Al cDNA,
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3min;94°C 305;55C 305s;72C 30s; 72C 5 min 3 31 PMEH .
IGF-1:94°C 3 min;94°C 30 s;60°C 30s;72°C 30s; 72°C 5 min 3t
30 M, B-actin: 94°C 3 min;94°C 30'5;55C 30s;72C 30s;
72°C 5 min 3£ 35 AMEFF, PCR 72H)% 1.5%5 T8 eI fa vk
SHNT B A4 , Image-ProPlus A4 5T IR . BT S5
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Fig. 1 The quality of RNA
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2 LASXRABEHREALALS TGF-pl IR

Fig.2 Expression of TGF-f1in the chorionic villi tissues between the experiments and the normal group

3 LA SMRABEHREHLHL S IGF-1 BRI

Fig.3 Expression of IGF-1in the chorionic villi tissues between the experiments and the normal group

* 2 WHASEALR R TGF-1 K IGF-ImRNA 3t RIiZ=HILLE
Table 2 Relative level of TGF-B1and IGF-1mRNA between the two groups of chorionic villi tissues

#8531 Group n TGF-B1mRNA IGF-ImRNA
IE# 45, F2H Normal 20 0.68% 0.2 0.92+ 0.1
BEB& 1= & 4H Embryonic diapauseuse 25 0.3+ 0.2* 1.34% 0.2%
P 0.01 0.04
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