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Extracellular signal regulated kinase 5 ( p-ERKS)
in senescence accelerated mice
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Abstract:  Objective To study degenerative changes of age-related expression of phosphorylated extracellular
signal-regulated kinase 5 (p-ERKS) in the cochlear stria vascularis of rapid aging mouse. Methods 18 mice of
senescence accelerated mouse subline 8 (SAMP8) with age of 3 months (n=6), 5 months (n=6) and 7 months (n=6)
were studied. Auditory brainstem response (ABR) was elicited with 8KHZ short pure tone, expression of p-ERKS in the
cochlear stria vascularis was detected using immunohistochemical staining, and the age-related changes were analyzed in all
the mice. Results The average optical densities of p-ERKS in the cochlear stria vascularis cells in the 3, 5 and 7 months
old mice were 0. 3838 +0. 0020, 0.3646 +0. 0010 and 0. 3423 + 0. 0036 respectively. The optical density of p-ERKS
declined significantly with age (P <0.05). Conclusions The expression level of p-ERKS5 in the cochlear stria vascularis
of rapid aging mice declines with the age-related hypofunction. This indicates that p-ERKS is probably related to
maintenance of cochlea function and auditory function.
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5 (extracellular signal-regulated kinase 5, p-ERKS) J&
F 22 B4 5 15 AL R I ( mitogen-activated protein ki-
nase , MAPK) Zji% , H.A" ERK5S J& MAPK FjikH A&
B LRy , MR AR R OR 1 — A5l , REA plp
AR A B S 2 P AR L A ME 5 B0 R A
B4R M AME 5 8 7 J 5 ( phosphorylated extracellu-
lar signal-regulated kinase 5, p-ERK5) & H 7% b B
2, AR AN A K A A S R T AT
H % /N ( senescence accelerated mouse , SAM ) J&
— i HI T A S SR i S W A A, A0 45 SAMP
( senescence accelerated prone mouse, SAMP ) i
SAMR ( senescence accelerated resistant mouse,
SAMR) Piff i & , it Z /N U BB R AR AL T g
FEEMEHF , SAMP8 j& SAMP iy —AN & , Ho
B Ay 12,1 A U 4 ~6 DL
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TP Y R MR e, E A B g
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SR s, 2R 1R BT s e E PR SL 1 8h
YIMEWFE T3 . T AT /)N BRA B3 55 g | G
GRS ST TG RH ZE K ), TO N
ST/ i
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9 8 kHz JE4fi &, uE iy 100 ~3 000 Hz, 3 & 52
21 WS s, P RIEAF LN [E] 10 ms, [ 8 100 ms,
BT/ FRERRIA 1 oms, i1 024 K5 @5l 5
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1.3 HigbrA sk

& A BAH/INRZ ABR BI{EDE 5E 55, #IH22
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U, IFAEMR ) W ABCBE T T W 3, [) b T 7 980 , s
AL, SR AR 6 DD BR T B B S, TP e [ o
JEE, P [ T 4°C VKA . U H M 4°C oK
FERARAIC 0.1 mol/L, pH 7.4 PBS ZZ ifrifi [z
S A 10% S —Ji B2 (pH 7. 4) Hif 221
B 1 EEAITCRE g BB 8
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J& 43 HETC K IAE (95% LI T5% 8 .55% LT
LK 35% LBErh iR S miny @ PBS $E 3 WK, %
Smin, 5 3% H,0, i 7E Y] & b, W IR # R
10 min, FEA] PBS £ 3 K, & 5 min; @QPUEIEE %
AR RERRB 5 1k, e h T PR A i R B 22
MO, BB IS R R A, W JS TR FE 10 min, 252
2 @ PBS BE3 K, 4% 5 min, BJSIEINE AR
TEZ R PCE 20 min, B8 2 R A ; O In—bt
(Sigma-Aldrich AF]) 1 7%, EIR F# & 1 h, PBS i
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p-ERKS B 40 L) , 1 18145 73 B 5 42 (Tmage-ProP-
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e s 2% H IR A/ INBL ABR )0 1 28 [1) X 850 Lo 8k B
2R 07 26 0 W 5 2% 11 e 4/ BV 010 R - g ot 7 48
200 e fi e 2 A G € - 24 010 8 B R TR P4 B L R
AR TT 2200 M B ST REAR ¢ K55 LA P < 0..05
NEFEAGFE L,
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& HR /N OCH- ABR B 5 i 4F 0% 15 i
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I Ras; 154bJ5 5 Raf-1 254, LB AL , ¥ B iR 1k
()77 W 4% 356 45 T R I, e i MEKK2/3, 2K 5
MEKK2/3 3§ MEKS , 2k MEKS Jf A4 Raf-1 #
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