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[ Abstract ] Objective To study the differences in expression of uncoordinated 33-like
phosphoprotein 1 (Ulipl) and hypoxia-inducible factor-la (HIF-1a) in neuroblastoma cell lines that have
neuronal characteristics under normoxia and hypoxia conditions. Methods
(KCNR and BE2) which had neuronal characteristics were used in this study. The neuroblastoma cells were
cultured under normoxic (20% of oxygen) or hypoxic (1% of oxygen) conditions for 4 hours, then cells were
harvested and proteins were extracted. Western blotting was used to detect the levels of Ulipl and HIF-1e.
Results  After 4-hour hypoxia treatment, the expression of HIF-1a increased significantly in both cell lines,
while the expression of Ulipla and Ulipib, which were two isoforms of Ulipl, decreased. There was an
1. 6-fold increase of HIF-la expression in KCNR cells and 2. 9-fold increase in BE2 cells; for Ulipla
expression, there was a 55% decrease in KCNR cells and a 20% decrease in BE2 cells; for Uliplb
expression, there was a 44% decrease in KCNR cells and a 13% decrease in BE2 cells. Conclusion Ulipl
maybe involved in the hypoxia-induced damage or repair processes in neuronal cells through HIF-1a.
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1.1 LA 5 HIF-1e 5i 4k M HIF-1 Hié
¥W B % E Novus 9247 . #i Ulipl Hitkh £ E
ZYMED % A # &, #| A Ulipl ERERR B> E
¥R YUK B Tubulin Hitk 2R RHEREHR
WA ZENARESHERAR.,

1.2 4k -ZERANRAWETERKEAWHE
% 4 Jfa i 4 i %k KCNR.BE2, IR B T & 10%
M4 & (FBS) A RPMI1640 3 %P, F 37 CH&
ERLBCR 5%CO, MBEHAPEE.

1.3 M8 4E . KCNR MIBE2 R E LA S
BEHEBSTEHR 20% O, M 37T CERERAPEER 24 h,
REBETFEINO. M3 CHERTHLE 4 h,
BEALHBRLZ h R (PBS)BERR 2 8 . B U
#HHa.

1. 4 EB K S E % (Western blotting) ¥l €
HIF-leRis: EH EREIREL BN AREER
BREBTTF 4 CRFE20min, ELFERREER,
WEBEAKE., B30 pg BH,E+ i BRRH-
B9 4 B & B A 3k (SDS-PAGE) s 4 BB E A
BRE.HA.BN—HBF I h BE N _—HEBF
1h, BERFERNERR . FH NIH Image 1. 63
B 2B W E Western blotting B4 . HIF-1a X
HIF-18 3y #%. Ulipl Bl Tubulin X PN #5347 #5
1, RN B E LM (RDU)ER, UEEEH
ERETHRENREIKEN 1, LEBREAREREK
FrEk,
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2.1 #t4J5 HIF-1a B3 ik Western blotting 45
H 87 ,KCNR 71 BE2 411t & 4 h J§ HIF-1a &
BARFHBEARAR, M HF-18EURAK@E D. &
BEE BRI BN, 8RE ¢ h 5 HIF-1a & F# KCNR
HMEAFART L. 65, EBE2MMAART 2.9 1%
(H 2).
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2.2 #EJ5 Ulipl M3k Ulipl Sk BIER
BHEARE, — X0 FREN 62 000(HRE
Ulipla), 5 —4 % 72 000(#fE Uliplb) . Z£ KCNR
MM, 5E 4 h J§ Ulipl WA REABEREKE
8 B MK T /£ BE2 40P, Ulipl BB R Hg ik
BEAKEBERKES. BEERSTER, Bk
% J5 Ulipla #£ KCNR #1 BE2 4§ # 4+ 51 & 1%
55%F1 20% ; Uliplb 72 KCNR #1 BE2 4 }fd & 4 51|
FEfET 4% 13% (B 1),
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BEOREBTRA M HIF-le BHMESZ
FRBRUEAKBINFNAY., EEXEAENT
HIF-lo SR E @&, B LR RERE 5K TH,
HEXBE BUHHATHEAR, ZHED.BL2E
HUE AR 4 h 5 HIF-la KEHERAE,T
HIF-18 % £ #3488 € K ¥, X 5 SCH i # — B
HERIEHEFREPBRLNBREERERNN. &
HWER ERMER . EHARSERE)T 4 h Ulipl B
B2k 7K ERAE . % Ulipl REGBEARHE,
Bp Uliplaf Uliplb™!, BERREH . RERH S
THRERSERBENRY LEKZME,F AN
FH RNAGRNA R R ERMETARTH
Uliplb BEfR# X & MM 2 E KA K, %# Uliplb
ERBIRKBERS RS ENHPELENC, &
MEAPKRWIB, EHXNSFREE 62 000(Ulipla)Fl
72 000(Ulipl ) ER AN ER R R HE, RAERES
kKPR, RRFEARF 41 bk b R B
A, Zhang E'H KRR H W2 HRLHE
B SRR B T B T B Ak 3 S R 5 4 B R A )R I B
EEMELXEK Ulipl REKFFBK, XE5FH
RERMMEL., MR Ulipl FR3& K B AR 7T DUR
W MAEK, BARBREE Ulipl K ¥
AR AR—MERBRPIEROER. THEHR
HESE, fE 2 S RE M B F KR B4R+ HIF-1a &
K FHE, T HIF-1a B 75 46 5] DAR 3 6 4 B 4 42
AR A KDY, Ulipl FR{KAYX AR 348 A T BBl
HEW HF-le ABRMWRETMEHR. AL ERH
Ulipl EH2AKRGESARBAGRAREE LK
fEM, ¥ % — & WS )E AR BT Ulipl #1
HIF-1a W3 A4k,
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