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2009 Tau BB %5 F AN H + Met i HA (P <0.05), % Gly 43 2 Z/& F A F % + Met i 20 (P <
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Effects of oxidative stress on Hcy metabolism in
Met loading rat hepatocytes

Abstract: Objective To investigate effects of oxidative stress on Hey and related amino acids metabolism.
Methods 100umol/L H,0, was seleted to indue oxidative stress,and 50 mmol/L Met was selected to induce Met
loading. Cultured BRL rat hepatocytes was divided into control, oxidatively stressed, Met loading, and oxidatively
stressed + Met loading groups. At the end of the experiment, culture fluid was collected. Hcy, Cys and GSH were
measured by HPLC, amino acids were assayed by Amino Acids Analyzer. Results Compared to control,the contents
of Hey, Cys and GSH significantly increased in Met loading group (P <0.05) ,and the contents of Hey and Cys also
increased in oxidatively stressed + Met laoding group (P <0.05). Compared to oxidatively stressed group, the con-
centrations of Hey, Cys and GSH distinctively increased in Met loading and oxidatively stressed + Met loading groups
(P<0.05). The contents of Ser, Tau, Glu and Gly decreased in oxidatively stressed, Met loading and oxidatively
stressed + Met loading groups ( P < 0.05) compared to control. The concentrations of Ser and Gly in oxidatively
stressed group were significantly lower, while Tau was higher than in Met loading group(P <0.05) . The content of
Tau in oxidatively stressed group was higher while Gly was lower than in oxidatively stressed + Met loading group( P <

0.05). The concentrations of Ser,Glu,and Gly in Met loading group were higher, while Tau was lower than i
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(DL-Hey) .4 — & - 7 — fif F: 28 I 0k 1 (4-choloro-7-
sulfobenzo-furazan ammonium salt, SBD-F) . & bt 1 Jik
(GSH) (2 [ Sigma 23 7)) , 2 Ik 2 0 ( L-Cysteine,
Cys) (BDH 23] , G4 i (BTN U 25 A 4 TAR A4
BHABRZA F) , DMEM K 3% 5 ( Gibeo A W] ) , Bli =i
CEARE A5 Toll b5t 24t ) R o F
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B 1] 2h, S0 45 RO 355 35 ORI 200 B, 00 2 40 L )

I CAT 15 BB Ak 1 (FRAP %) |, &5 B0 AH S A6
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H,0, ¥ < 100pwmol/L, #E F I} [A] N 1.2, 3h,
BRL 4 its () £ 1% K ¥ 7 97.7% L)L I (I 1),
100pumol/L H,0, 41 CAT i M % R4 b 25 FR A% (P
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B1 HO, X KRAFMMEFERNZM (n=6)

F1 HO, SR CAT FiEFBMENK N

98N (x=s, n=3)
CAT(U/g) FRAP {&(umol/g)

X R4 4893. 92 +£252. 14 45.19 +£3.48
50umol/L  4197.29 +161. 74 53.41 £2.00"
100pmol/L  3527.82 £752. 65 * 49.26 +2. 32

* 53 RALLE,P<0.05

2.2 H,0, SI4HAE Hey A4 A IS T

H,0, %W Hey SSGX AT, T
SIS Hey & 5 35 FAFIBZL (P <0.05)
(%2),

F2 H,0, 3t KFRAFMA Hoy & B ARG
(umol/L, x+s, n=3)

I ik
ogic:| 2.00 +0. 09 2.61+0.56
50umol/L 2.02 £0. 11 3.93+0.17"
100pmol/L 1.99+0.25 3.97+0.11"

* EXRALLE,P<0.05
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Fr Hey & REHOW BB BN (%£3).
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* 3 Met fa#i 3t Hey 4R RI T
(umol/L, xxs, n=3)
BEHR il ek
3T ER4A 1.43 +£0. 09 0.47 £0.19
20mmol/L 2.39+0.22" 0. 62 +0. 06
50mmol/L 5.96 £0.75*# 0.70+0.10~

* 533@BALLE:, P <0. 05;# 5 20mmol/L 4ALL%Es, P <0. 05,

2.4 H,0, 3t Met Az T4k Hey . Cys . GSH
FARRE AR AIH IR0

XA b, Met 4 Hey, Cys, GSH & &
BER (P<0.05), H,0, + Met 2§ Hey., Cys 187
BHREWM (P<0.05), 5 H,0, 4HIbE, Met A
H,0, + Met 24 1) Hey, Cys., GSH & &1 g & 1
(P<0.05), H,0, + Met £ Hey & 84 Met 2R A
wm, BXsit¥ER (F4),

XA L, Ser, Tau, Glu Fl Gly (¥ & & 7E
H,0, 240, Met 41 f1 H,0, + Met 403 & ZF Wi /> (P <
0.05), H,0, 41y Ser 1 Gly & & W ZF K T Met 4
(P <0.05), ifij Tau & B2 T Met 41 (P <
0.05); H,0, ZHAY Tau & B EFHT H,0, + Met £
(P<0.05), 1M Gly & & BEFILT H,0, + Met 4 (P
<0.05), Met 24y Ser, Glu, Gly B2F & T H,0, +
Met 4 (P <0.05), i Tau g F KT H,0, + Met 44
(P<0.05) (£5),

#4 H,0, 3t Met fa%k K B AFAEEFi% Hey, Cys, GSH /K EHEM (pmol/L, n=3)

/5 Hey Cys GSH
pogiiche) 1.54 +0.05 99. 11 2. 47 1.21 0. 11
H,0, 4 1.67 £0.13 82.64 +15. 88 1.00 £0. 11
Met 48 3.76 £0. 22 *# 199. 80 +8. 75 ** 1.47 +0. 14
H,O, +Met H 3.84 +0.34 200. 66 +8. 60 ** 1.40 +0. 30*

* 5xRALLE, P<0.05;"5 H,0, Att#, P<0.05
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Hys20E (mg/L, n=3)

g Tau Glu Gly
pogiicpic] 24.00 +2. 54 6.17 £0. 15 43.10 £0.52 24.66 +10. 87
H,0, 12.41 £1.51* 7.99+0.16" 33.31+0.17* 6.23+0.18*
Met 40 16. 98 +0. 39 ** 3.77 +0. 16 ** 35.44 +0.82" 15.86 +0. 76 **
H,O, +Met 44 12.59 +0. 66 “4 4.37 +0. 12" 30. 87 +0. 60 *4 7.40 £0. 15"
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B, Met B AeE 4% EEGAE N, 5 ATP )
AR S - BFH P fi & BR ( S-adenosylmethionine,,
SAM) , BRFEH ISR S - R1F R &R (S-
adenosyl -homocysteine, SAH), SAH 7 S — IR [A] Y
A R /K M B ( S-adenosylhomocysteine hydrolase )
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MY, WAZERIE AR, H,0, + Met 41 Cys, GSH
S Met A T022 5], FEERIEZE Met FER ;
Hoi 5 & B Ak FERBLA SR H,0, F1 Met (HEK A
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ST ) IR AR BE I T AT B 28 Pk HepG2 3§ st ey 4k 1E A,
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