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BEA P R R A — A R A B (eNOS) \Bel-2 £ M8 65 R K-FEARGHn, St R BSEGL LA ALANE, §FERT LS
#A BPD 9tk A, Hik AAMEEE(LPOF 43 AH &34 BPD BEA , IR AEMALEZ G EFH ALK 18 R4EH
TANBA, RGN 90 R A BPD A 4 K 4 b A 8 &Kk R4 (A 48), rhEPOS00 £41 (B 1) , rthEPO1000 41 (C 41) . rhE-
PO1200 28(D #8) .rhEPO1400 ZA(E 28) .4 18 R . A4 %G % 1.7.14 R A ES MM 6 RARFARTH AL FTREAHEA. £ A
RT-PCR %& Western blot x40 SD %7 & 45 Z M 2822 eNOS.Bcl-2 & & % mRNA R-Feg AL, ER Azd Bl2EH A
mRNA & &K -F 5 A AW ZHAK, ® eNOS ¢ X K-FA R &;B.C.D.EAS ALk, % rhEPO R JE 657 & . Bel-
2% % mRNA 9 R A KFRG I ZH, M eNOSH AL FTEBHEREAFHREATMRAINL, B2 FA LT FEL(PS
0.05), & rhEPO s+#7 % BPD A& — & 643457 4R ,m Bk 448 A 1 400 1U/kg rhEPO 14 d. & 55 2 R % 4,
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The influence of different doses of rhEPO to the expression of new BPD rat lung eNOS and the Bcl-2 protein’
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[Abstract] Objective

tissue, which was used the indifferent treatment doses of recombinant human erythropoietin (rhEPO) of newborn SD model of a

To observe changes of the expression of Bcl-2 and endothelial nitric oxide synthase (eNOS) in lung

new type of bronchial pulmonary dysplasia. To explore its effect on the protection of the new type of bronchial pulmonary dysplasia
(BPD) ,and find out the appropriate drug delivery time and dosage. Methods We used the things lipopolysaccharide (LLPS) and
continuous high oxygen preparation to make the new model of the BPD. We made random normal newborn mice 18 as normal air
group,and then 90 newborn baby mice model of random points normal saline group (group A),rhEPO800 group (group B) ; thEPO
1000 group (group C),rhEPO1200 group (group D) ,rhEPO1400 group (group E).in experiment 1,7,and 14 days,we were ran-
domly selected 6 executed only lung tissue under liquid nitrogen. Using RT-PCR and Western blot method to detect the Bel-2 and
eNOS protein and mRNA expression in lung tissue. Results Compared with the normal air group, the expression of protein and
mRNA of Bel-2 in group A was decreased, while the expression of eNOS was increased. Compared with group B,C,D, E, with the
increase of rhEPO concentration, the expression of Bel-2 protein and mRNA in group A gradually increased, while the expression of
eNOS gradually decreased,and the expression of the group E was the most obvious,and the difference was statistically significant
(P<<0. 05). Conclusion It is prompted that thEPO has some treatment function to the new BPD, while the dose of 1 400 1U/kg of
14 days have the best function.
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1.1 SZE 4K Spraque-Dawley (SD) #f i 60 H (200 ~ 250
&) MR 30 H(250~300 ¢), 14 A )" W4 R R = S8 dh i rh oo
(& M5 : SCXK H 2009-0002) s thEPO W [ 15 1 % 2 JBL I
Kt B2 ALPS) g A £ H Sigma 24 7], BCA & 1 ik B2l
FIRF G E 2= KA R WIP 2L 3 A At 5T 188 77 2 9
BAREMR A A, B8 ECLAE R AN GEEZRAAD,
eNOS —Ht 4 #it (Affinity 24 7)), Bel-2 —$HL S $T . B-actin —$T
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Mty TRARARD ., Pt & Ryl 824
BF s Bractin,Bel-2.eNOS 5| ¥y @ 4 T A9 T8 i) b A
BT, B RNA S BGRH) & RNA 05 35 & L cDNA § 14
A & B R 20 A ] SR AR A L B A K TGOk E Ak
5, 51 FESENE B-actin EiF514 5'-GTC CCT GTA TGC
CTC TGG TC-3', Fifial 4 5-ACC GCT CAT TGC CGA
TAG T-3'(344 bp);Bel-2 E¥#8|4 5'-TTT CTC CTG GCT
GTC TCT GAA-3', Fiit8| % 5'-TGT GTG TGT GTG TGT
TCT GCT-3' (217 bp); eNOS #5314 5'-AGA CGG ACC
CAA GTT TCC TC-3', Figs 4 5-TCC CGA GCA TCA
AAT ACC TG-3'(411 bp).

1.2 Sk

1.2.1 BRI MBS RIS RZ 2 1 5%
ST - 56 2 R SR 00 2% 0 BRI A 11 Ak iy B A D A e M R
BB 4> s B A LK . LA B0k T 0% H i M I IR
H1 K. FERRMZN 7027 Bk ad, B 15 K, 4T 106K
A A 0.3 mL/ke) IR, VI R AL DIFF .8 5 wL/ 2B
LPS(30 ng/mL)iES 818 1 28N . F L4 BU G
HEEHLAY NPT 5 A 18 H, B Eh kx4l (A 41,
rhEPOS800 2H (B 41) . rhEPO1000 4 (C 41) .rhEPO1200 4 (D
41) .thEPO1400 4 (E 40) 5 ¥ % A= 4 B T 500 BE 4k ¢ 7
60 %6 1) i AR R, I B TE K S AT AN A K ]l CO, K
H. O, i A 28 05 1 R R ks A5 . B K 53 5
BT AR R R S A N B rhEPO s AE#ERK . BRHFH 2 h &
B e okl K 55 05 5 20 8 0 BE B DR 4 B0 B TR L i 4
FIET-3 ., 2SR 18 H o DA f50AT: o Ak BB BBR 7 9 3
AL B BERLAM I . AR S Y 3 A 1A S 2 1 R AR A A
WSz gy k.

1.2.2 FRACRE  HAIFESEME 1.7.14 RAGHER 6
KA S B RREE )G Rl BT i U8 F 2 mL 8%
BB EEGE G —80 CUkF AT . B & F— Ll i .
1.2.3 RT-PCR # | Bcl-2.eNOS mRNA fy 335  ffi f
180 CHiR T4 6 h R HEEE AU AR AMBIAET
KA AMBE N IRB OB K BB ERAFTHEA 1 mL
RNA 2@ 1.5 mL EP & v AR BT 10 38 19 32 L RNA it
F) A UL W] A5 A BE PR VE SR M RNA, W% RNA 28 5,18 s i3
ik A DU RNA R 523 M AR A 90 43 D6 06 B 11 A9 8 RNA
WS T ) 3 % SR S L AR R L AR B cDNA, i 47 PCR #7 34 J2 Jif
(eNOS %1 :94 “CHIASPE 2 min, 94 “C A8 30 s,60. 1°C iR k
30 5,72 ‘CZEMH 30 5,35 NMEFR, EFEE 10 pl;Bel-2 544 .94
CHiZE 4 2 min, 94 ‘CAZ 1k 30 s,57.2 CiB k 30 5,72 °C #EfH
30 5,32 NMEEF, BAEE 5 pL. f# ] launch SensiAnsys /4
ESWHOEE Y B DL EEE 3 IR,
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F—80 CLRAF, sy %6/ HI T 0w | Uk . AR 41 JIr 45 1 4
P T 1) S PR AR L 55 T L AF 8 Y AR A AR 4 Bel-2 A eNOS
FE T 43 7 2k T AR S 1 S DS O P 56 e 4 o) 4 R 2 =X RN
A E AR PVDF B L, 20T 3 A8 G 5% B
WKy iy TBST) £ 90 min, WEAR X Az (19 Bel-2 —$Hi (1 2 200 Hi
BOH eNOS —$H (1 ¢ 250 F ) .4 CHIRT %, TBST ¥k 3
W B 10 min, SR J5 I A bid% 12 5 000 F# .90 min J5 ¥ UE 3
WJE TN & 6 8 A BIO-RAD HE 5 45 & Gedn | B o i
] 10~30 s, #18% & K-, fii A] launch SensiAnsys K {4 I B B
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2.1 RT-PCR #:ill Bcl-2.eNOS mRNA B335 %4k 4h Bt
ZH YU B-actin \Bel-2 Fl eNOS PCR 3| 49 54 7= My K 57 43 53] g
344,217 1 411 bp, 551 IFAHEAF, WK 1.2, 765 1.7.14
K AHEE S A, Bel-2 ) mRNA L3k 5 U] 8RR,
EZRAGITFE XL (P<<0.05);D.EH 5 A4 4, B2 iy
mRNA £k i, 22 58 G2 8 X (P<<0. 057855 7 K, C
2 Bel-2 i mRNA k| F A4 ZRAFHITEEL(P<
0.05), 7E45 1.7.14 R, A 5 H A4 48 It , eNOS 15 mRNA
KR P ZFARIS¥E L (P<T0.05) ;765 1.7 XL E
15 B.C.D 41 »eNOS ) mRNA ik & ¥ % T HA 4], 2
A G #E X (P<0.05) % 7 X, B4 5 C.D WA ML,
eNOS () mRNA £ THMA, ZRARITEE X
(P<<0.05), ULE 3.4,
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