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Abstract
cephalopathy offspring rats. Method: RT-PCR was used to analyze the dynamic changes of S-100 mRNA at 6h,

Objective:To observe the dynamic changes of S-100 mRNA and protein expression bilirubin en-

12h, 24h,48h, 72h, 96h in offspring rats brain tissue with bilirubin encephalopathy. Immunohistochemistry was used
for evaluation of S—100 protein expression at 6h, 12h, 24h, 48h, 72h, 96h. Result: The expressions of S—-100 mR-
NA were significantly increased in offspring rats brain tissue with bilirubin encephalopathy within 12h and reached
peak value at 48h compared with the control groups and then gradually decreased. The expressions of S—100 pro-
tein in hippocampus were significantly increased from 12h to 72h compared with the control group and reached
peak value at 48h and then gradually decreased. The expressions of S—100 protein in cerebral cortex were signifi-
cantly increased from 6h to 72h, and reached peak value at 48h and gradually decreased afterward. The expres-
sions of S—-100 protein in thalamic and pallidus were significantly increased from 6h to 72h compared with the
control groups, and reached peak value at 48h and then gradually decreased. Conclusion: The changes trends of
S—100 mRNA were identical to those of S—100 protein; S—100 may reflect the degree of injury of neurogliocyte. It
might be a reliable index to detect bilirubin encephalopathy.
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1.2 Jiik

1.2.1 2T 29 W A I ) BB R il . L FR IR
LK, B 50mg LZLEE T Iml 0.5M NaOH H, 0
AMZEIK Oml, H 0.5M HCI # & pH8.5, I 7E 1h K
M SCH AT B T IR TE S I AT & 200mg/ke,
Xof B AT B4 3 I 0 i A B3R K 0.5ml, A AT B
THEWE GEECIR I H H SR E 2 T A )N,

1.2.2  FRASCRAE . G HE A S 56 21 43 0 7 I s 1
A PR K FIR 21 2 5 6 A~ B [E] £ (6h,12h,24h,48h,
72h,96h) , Wi 3k b S8R UG 2 20 i 21 2 % AR 2 V)
O AR A TR YRR AR, BLAE S=100
mRNA KPRk ALK ; 55— M -4°C 10% 48
IR PR W b 8 2 LA S—100 2 FI K- ZRak kil
1.2.3 il ZH 215 RNA A H2HC, HBOR il 20 21 50—
100mg E A 1.5ml EP &, iIIA Iml Trizol #& % , % il
JCE Smin AR 5L FE 43 24 A 0.2ml A5 AR Z1 5
Bl 15, B H E 2—3min 20 B LW A 0.5ml
S SE BRI S &= R UTEE 10min, B0 5 -
B ;A DEPC A% , 1250 7 178 |, FF RNA B8 T)/5
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H 2 Hr AR 0D260/280 , fffi i RNA 40 B Kk B
1.2.4 305 5% SO (CDNA) Y& B AR & oy 4
BUry S RNA 1ul,Oligo 1pl, MgCl, 4ul,10xRNA
buffer 2wl,dNTP 1wl,RNase inhibitor 0.5pl,AMV
(5U/ul) 1pl,ddH,0 9.5ul, SR 2001, FEHEE T
fEG R EiRE W T EP 4, 1000r/min £ O
Imin; A PCR X, # 30°C ,10min —45C ,
60min—99°C , 5Smin—5°C, Smin & 1F5% 5%

1.2.5 PCR ¥ . #4E NCBI Genebank H' K5 S—
100 My P90 51 et F

S-100 E#F51% .5 - GAG CTG GAG AAG GCC ATG GTT G-3'
(262bp) Fi#E 514 .5'~-TCA AAG AAC TCA TGA CAG GCT GTG G
-3’

B-actin, #7514 .5'~ACA TCA GTG AAG AGG AGC TG-3'
(385bp) T #5147 :5'~ACA AGA TGA CCA ATT GTCGTG-3'

A S 2H 30 S 7 ) S, AR DUR SRR EAT
3. D94°CHZE P 4min; 294°C2E 1 30s;(3)S-100
55°CH#EE 455, H B-actin S4°CHREE 455 ;@ T72°CiR AR
45s; QI a1 ) 1 2, #4729 NMER |, 55— A TE
72°CHE A Tmin,,
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2 &R
2.1 421 S-100 mRNA Fik M3 &4k

A5 G240 S-100 mRNA K ik 6h I i3 Ft+
15, 12h W3 55, 48h A 0&(E | 72h TR 96h 5 XT IR
WKL EEZES, WER 1, BIKERIWE 1,

%1 S-100 mRNA 133 7/% EE (v+5)

a5 i e 2 ERY >
- YA S-100 mRNA  ZH¥%0 S-100 mRNA

6h 9 0.89+0.09 10 0.99+0.14 <0.05
12h 10 0.92+0.13 7 1.11+0.07 <0.05
24h 8 0.92+0.06 8 1.23+0.14 <0.01
48h 9 0.94+0.09 7 1.42+0.12 <0.01
72h 8 0.85+0.08 6 1.02+0.11 <0.01
96h 8 0.83+0.13 6 0.93+0.11 >0.05
F 1.49 15.63
P >0.05 <0.01
262bp
385bp
500pb
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1—6 435 S=100 6h, 12h, 24h, 48h, 72h, 96h 145
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221 D FRIX S-100 PHMEFRIR AL,
LSS 12h W H XK 4121 S—-100 BHPE 3R 58 B W ot
1 ,48h iKWE(E | 72h TR & 96h 5 X HE4 A TC i
FMES XML S-100 KL oh B & T
1 ,48h iKWE(E | 72h TR & 96h 5 X HE 4 A TC i
FEER, WER2E 2(WAEE O 8),
222 M B HERIX S-100 BHPERIL M sh &A1,
A E 6h Fr ik X 4141 S—100 FH P 2% 1k 0 B Tt
& ,72h R R 96h SXT A A L E 2R B H
BRIX 120 S—100 FH P35 6h B 2 TH &, 48h ik 14
{8 ,72h TR, % 96h 54 MR H A A & 1k 22
5, Wk 3,
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%2 B0 ERK S-100 B MR R R (ves,A)
o TS R IX
A faata X AL SRl P H AL L4 P
6h 9 48.44+3.00 51.04+4.56 >0.05 16.33+4.00 22.67+4.12 <0.01
12h 9 46.44+4 .45 53.70+3.89 <0.01 17.63+4.64 24.33+3.95 <0.01
24h 8 47.63+7.22 56.37+£5.17 <0.05 17.62+6.38 29.87£5.17 <0.01
48h 8 46.67+9.33 61.54+4.96 <0.05 17.00+£5.95 36.12+7.15 <0.01
72h 8 43.00+8.59 52.12+4.41 <0.05 17.50+5.19 26.12+4.55 <0.01
96h 8 43.71+13.26 51.25+£8.40 >0.05 18.37+£5.04 22.42+2 .81 >0.05
F 0.58 4.59 0.15 9.95
P >0.05 <0.01 >0.05 <0.01
#*3 R .EHIKEX S-100 A MR ERERNER (ws,1)
o K Fe i X BRI
41 S % B 41 ER] P X A 41 BRI P
6h 9 39.55+4.09(9) 52.89+5.78(9) <0.01 20.78+2.29(9)  32.56+2.99(9) <0.01
12h 9 42.00+£6.42(9) 52.93+5.14(9) <0.01 22.00+5.83(9) 34.78+6.40(9) <0.01
24h 8 42.12+4.86(8) 53.87+5.71(8) <0.01 22.13+6.49(8)  34.00+3.49(8) <0.01
48h 8 38.54+8.51(8) 56.38+4.76(8) <0.01 22.75+8.90(8) 7.37£5.64(8) <0.01
72h 8 40.50+5.53(8) 52.88+4.93(8) <0.01 22.25+5.26(8) 33.12+4.35(8) <0.01
96h 8 37.38+7.43(8) 42.50+3.88(8) >0.05 25.88+5.39(8) 31.25+2.22(8) <0.05
F 0.75 7.13 0.69 14.29
P >0.05 <0.01 >0.05 <0.01
3 itig o B i 2 21 S—100 7K - 14 T J R, (D05 5% |
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