HIEWoH T@EE LA 2L Val.3 No.6
28 Chin ] Contenip Pediar Dec. 2001

ol

R EL 3 i e 3 A K B4 4R
Na®-K*-ATP g% s

RN Y
(MFEHRRFF-WHERLS LF &F 210029

(# E) B FIRORMSBNMERRT AREBELZRRBEERNLE. FX NR¥ETISDX
READANGEACH)NLRAE(TH) TENRENREFHAEARMNEKXRENAS T T. T T, H T:
#H. RMABRAATNOFFHIR SR, EREMEHALF Na' - K" ATP B (Na™-K* - ATPase}i& 7. B
SHFALHShHBENRERSBEA RS/ MM DFS B RRE MALNBEIETEFNE, WER
Na -K" - ATPase (F HMZEHFBE.BR T B £FASVMBAEKERHARER(P <005 K 0.01): FLRHA

CMFECEREANShZEEFEEER(P >0.05), BRAAQNMIT K AR Na*-K* -ATPase IF 1Bk T, H 5
FEHILBhZEAEREFEEN(P <0.05), MFSELERESHERABELESRARXHE (- =0.28. P
>0.05), ELS AL ETRS Na~-K* -ATPase i HEMME( » = —0.86, P <0.01), #it WHARWEL
FH Na” K’ -ATPase /& 1 WHlfEA.

[ & R®] RELEME;Na" K ATP B BROE: H4/

[hEAXE] R-332  [XWFEDB] A [XEHS] 1008 - 8830(2001 )06 - 0636 — 03

Action of Na"-K ' -ATPase of the Brain in Neonatal
Rats with Hyperbilirubinemia
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Abstract,  Ohjective  To chserve the action of Na* K*-ATPase of the brain in neonatal rats with
hyperbilirubinemia and 1o explore the pathogenesis of hilirubin encephalopathy. Methods  Seventy-two 7-day-old S rats
were randomly assigned to the control group and the experiment group. The rats of the experiment group were subdivided
mto 3 groups: Ty, Ta, Ts, Taand Ts groups according to the increased hilirubin injected intraperioneally. And the
ayperbilirubinemic animal model ‘wes established. The bilirubin contents in the brain and serum were measured and the
action of Na” -K " -ATPase in the brain was assayed by measuring the inorganic phosphorous content per milligram protein
of bran tissues in the rats. Results Four and 8 hours after the bilirubin injection, as the injected bilirubin was
Increasing, the serum total bilirubin concentration and the brain bilirubin content were increasing, and the action of Na™ -
K™ -ATPase in the brain was decreasing. Except for the Ty group, there were significant differences in all the experiment
fmroups compared with the contml group { P <C0.05 or 0.01). No difference was found in the serum hilirabin corent
between 4 and 8 hours after the bilirubin injection in all the experiment groups, while there were significant differences in the
birain bilirubin content and the action of Na™-K™ - ATPase in the brain between 4 and & howrs after the bilinabin injection in the
T> = T: grours ( P <<0.05). There was negative relation between the bilirubin content and the action of Na™-K™ - ATPase in
the brein (r= —0.86, P <0.01). No relation was noted between the senm 1ol bilinubin concentration and brain hilivabin
content. Conclsions  The bilirubin might inhibit the action of Na™ -K " -ATPase in the brain.
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Table 1 The action of Na' -K ™ -ATPase of brain at 4 h
and 8 h after injection  (n=12, £ t 5, pmol/mg)
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