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Z M5O R

RESA AX% EH AR HKIE TR A&E Aiu £ F

[(BE] BH HTXEBEE, 55 Met/ Leu(PON, 55 Met/ Lew) i E B8, 148 Ala/Gly(PON,
148 Ala/Gly) RUE B E Y LEE 9 Ala/ Val(MnSOD 9 Alal Val) 3R £ &4 5 % 0% (CHD) . IfL
xR B (PON) | & 4 16 4 15 1k B (T-SOD) 1 4% /8 4 1k 4 5% . B8 (MnSOD) 75 #: DL W &
(MDAVREK X R, Ak RARAWEERM-BH A B K £ 5 4% (PCR-RFLP) J 3 3l 262
%l CHD 8% #1100 4 X B 4169 PON, 55 Met/Leu .PON, 148 Ala{Gly 1 MnSOD 9 Ala{ Val HEH %
BHREFET, RALGENE MK PON,T-SOD M MnSOD ¥ LIk MDA E , &R SHE4
Ho&S ,CHD B3 14 Il % PON[ (349.27 + 138.36 wvs. 454.75%166.00)nmol min”"' +ml™', P<0.001],
T-SOD[(23.61% 16.51 ws. 44.01%22.68) U/ml, P<0.001]f1 MnSOD ¥ 4 [(21.56 + 13.11 ws.
28.79+8.65)U/ml, P<0.001]8 B F& %, MDA ¥k ¥ B EH & ((2.47+0.73 vs. 2.15+0.55) nmol/
mi, P<0.01];CHD ¥ PON, 55 LM =& FRREE M %% H %, PON, 148 GG 4i& FH#
ERAMAG 25 TFERE G SR ERFEM MuSOD 9 AA HEB A SN EFIFREN BRAHE
B, PON, 55 LM & FHE MK PON MT-SODWE ¥ LL 4i4 FH H B U] 8 & K; PON, 148
GG HHEE M AG HE B PON HHEE AA % FH BB § MK ; MnSOD AA £ F & ) PON #l MaSOD
TEWR VV 5 H R B BAE ; logistic El 4047 878 PON, 55 LM #4& FHHE A M %13 K PON,
148 GG/AG #H B .G S #EFE CHDWEKRE T, %t CHD B&F WAL N W B %M, I8
Fi it B ALY B E ¥ E ; PON, 55 Met| Leu ,PON, 148 Ala/Gly 1 MnSOD 9 Ala| Val R E A&
a3 PON #1 MnSOD #1155 CHD W AR o
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Study of the association between paraoxonase, 55 Met/Leu , paraoxonase, 148 Ala/Gly and manganese
superoxide dismutase (MnSOD) 9 Ala/Val genetic polymorphisms and coronary heart disease ~CHI
Dongsheng " , LING Wen-hua , MA Jing, XIA Min, HOU Meng-jun, WANG Qing, ZHU Hui-lian,
TANG Zhi-hong, YU Xiao-ping. "Heart Center, The Second Affiliated Hospital of Guangzhou
University of Chinese Medicine , Guangzhou 510105, China

[Abstract] Objective To study the associations between paraoxonase, 55 Met/Leu( PON, 55 Met/
Leu) ,paraoxonase, 148 Ala/Gly(PON, 148 Ala/Gly) and manganese superoxide dismutase 9 Ala/Val
(MnSOD 9 Ala/Val) genetic polymorphisms and coronary heart disease (CHD), plasma activities of
paraoxonase( PON) , total superoxide dismutase(T-SOD),MnSOD, as well as plasma concentration of maleic
dialdehyde(MDA) . Methods  Using PCR-RFLP method to identify genotype of PON, 55 Met/Leu,
PON, 148 Ala/Gly and MaSOD 9 Ala/Val genetic polymorphisms, and using colorimetry to detect
plasma activities of PON, T-SOD, MnSOD and plasma concentration of MDA in 262 CHD patients and 100
controls. Results Compared with controls, the plasma activities of PON[ (349.27 £ 138.36 vs. 454.75
166.00)nmol-min™' *ml™' ,P<0.001], T-SOD[(23.61+ 16.51 wvs. 44.01%22.68)U/ml, P<0.001]
and MnSOD[ (21.56 +13.11 ws. 28.79+8.65)U/ml, P<0.001] reduced obviously, while plasma MDA
concentration increased markedly [(2.47 +0.73 vs. 2.15%0.55)nmol/ml, P<0.01] in CHD patients.
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There were more LM genotype and Met allele of PON, 55Met|Leu (24.8% ws. 1.4% ,P<0.001 and
12.4% ws. 0.5% ,P =0.001, respectively) , GG and AG genotype and G allele of PON, 148 Ala/Gly
(11.8% ws. 5.0%,P<0.001,48.1% wvs. 24.0% ,P<0.001 and 36.0% wvs. 17.0%, P<0.001,
respectively) and AA genotype, A allele of MnSOD 9 Ala/Val genetic polymorphisms (64.2% ws.
43.0% ,P=0.001 and 80.0% wvs. 67.0% ,P=0.014, respectively) in CHD patients than in controls.
The activities of plasma PON and T-SOD were lower in individuals with PON, 55 LM genotype than those
with LL genotype. The activity of plasma PON was also lower in individuals with PON, 148 GG/AG
genotype than those with AA genotype. The activities of plasma PON and MnSOD depressed in individuals
with MnSOD AA genotype compared with those with VV genotype. Logistic regression analysis
demonstrated that PON; 35 LM genotype, PON, 148 GG/AG genotype and G allele were independent
risk factors for CHD. Conclusion The antioxidative ability decreased, while lipid superoxide increased in
CHD patients. Gene polymorphisms of PON; 55Met/Leu , PON, 148 Ala/Gly and MaSOD 9 Ala/ Val
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seemed to involve in the morbidity of CHD by influencing the plasma activities of PON and MnSOD.

[Key words)
Polymorphism

MEkBEMIEREH BEREERTLR
(CHD)WERTREERENMIEH. BEER
FH (HDL) A Xt Hu3h Bk A 58 4k (AS) B i, A3
3% % BB (PON) 5 HDL M #, W 865 HDL
M4 AS HFRE XM, KEEEE S (LDL) AR
ASTE R LB TR ALY 5 1L B (SOD) & Xt
FiE A (ROS) S —iB th 2 B EE M K AL B By
& &AL Y LB (MnSOD) RER KA BT B
B E LB, MnSOD 9 Ala/Val BHE £ A HE
T W 22K B MnSOD %35 %% 3 T {3 B 75 1 B
& o A SO X E BB, 55 Met/Leu (PON,
55 Met|[Leu) %t & B B§, 148 Ala/Gly (PON, 148
Ala|Gly) Bl MaSOD 9 Ala/Val R £ EH 5
CHD. Ifl 3 PON, & & & 1k % B 4L & (T-SOD).
MnSOD 1 #: LA &N — 8 (MDA R ERI KR .

MNRH5HE

1. 9554 . FE AL B 2003 4E 8 H & 2004 4
8 A AR P IL RS _ERMT Rt X IUEL
%% Z M CHD B 262 i, 5 138 ], & 124 #i;
F838~92(67.03+10.51) % ; KB EHLLHE
220 B, B IB¥E.C AR SE 42 6], £54 1979 4E WHO
e R B0 ik o R B AL O AE R B 2 b v o BIBR St
O WUREFE R F e 0 B0 I I R 9 I DR
PTER VFRFEERE . MRARET MAiEHEX
ARERETHEREL, Z2WRHREE A 08
RALRERANLREE, L 1004,58 534, %
47 % AE#51 ~86(66.64 £6.41) %,

2.HRFE:

(DI bRARE: RESESNEE KIS ml,
1m0.85 ml ACD $i¥, 2 ml2 i F DNA #i#g, 5

Coronary heart disease; Paraoxonase; Manganese superoxide dismutase; Gene;

S83 mlh3000 r/min® 010 min, 245 L2 M ¥ ,EP
FH3)E - 0C KB RFEHA.

Q)DNA#BRFE:MALBETEYTREA
FR A B A2 7= 1 UNTQ- 1OAE 3 s PRAF: &t 5 P 4l 42 3
Fl& (SK1342) , s Hii W B M r R RERA
DNA,

(3)PCR [ B : 3K P 3% 4 5 5% B - PR ol 44 e BR
K& £ 5 (PCR-RFLP) &, AT PCR ¥ # M
Gl¥mh EBETAYM TEARLF S M. PON, 55
Met[Leu R 5] 51 ¥ /% 51 7 : 5'-GAAGAGTGA
TGTATAGCCCCAG-3 ,R 519 F ¥ H: 5-TTT
AATCCAGAGCTAATGAAAGCC-3'; PON, 148
Ala|Gly MR 5| 9175 % : 5'-CAACCCACCATA
GGGATTGTTTG3', R 5| ¥ ¥ %) k. 5'-TATA
TACAGTGGAAATTTTTAAATTTGAAGCAG-3';
MnSOD 9 Ala/Val ¥R 111 5| 8 FF % h: 5'-
CAGCCCAGCCTGCGTAGACG-3, | [ 5| 4 JF %
H: 5-GCGTTGATGTGAGGTTCCAG-3'. i H
TaKaRa PCR Amplification Kit( KEFE AW T HRA
R/ 5] )PCR A M & 7625 pl PCR BN 4K & A7
HEF A DNA P8, 35K DNA 1 p1(10 mg/L),
10X PCR buffer (% 3 mmol/L MgCl,)2.5 pl, dNTP
Mixture 2 pl, TaKaRa Taq DNA % 3 B§0.125 ul
(5U/ul), 51 91%&1 p1(0.5 pmol/L) , KT £ B ¥ K
17.375 plo PCR RN A& T : PON, 55 Met[Leu
R 95T T H:3 min; ARJF 95C Z 1 min, 60C 1B
41 min,72°C #ZE#1 min,35 ME, &5 72T E M
8 min; PON, 148 Ala/Gly } 94C FiZA#£3 min, £
J& 94C A& 130 s, 58°C 1B k45 5, 68T L #1145 s, 35
&R, B 5 68T FEHT min; MaSOD 9 Ala/Val
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K 93T HAEH3 min, A5 93C ZEH 1 min, 66T B
1 min,70C 1 min,35 MER, BJ5 70T HEAH
10 min,

(4)BY /¥ :PCR ¥ # /5 8 PON, 55 Met/
Leu 3 A B 4170 bp, PCR I 58 B G , 7E 10 pl
# PCR K B 7 # % 0 A: RE 10X buffer 2 pl,
Acetylated BSA 0.2 pl (10 pg/pl) \Hsp92 Il A U] B
0.5 pl (10 U/yl, Promega, USA), K & % & F K
7.3 pl, BEYI R B BAR R 20 pl, B 37CIHHR TR H
EE4 hitiT Y, PCR ¥ ¥ 58 PON, 148 Ala/
Gly 3 H 1 B 153 bp, PCR I 52 UG , FE10
PCR [ i 7= % % fl A: 10X NEB buffer 2 pl.
FnudHI 0.5 pl (10 U/pl, New England BioLabs,
USA), REEBE T KIS, YIRS EER
20 pl, B 37CHEHRTHRHBIRF LS hit 178, PCR
P IS MnSOD 9 Ala/Val BEF K B 172 bp,
PCR R B 52 BUJ5 , 10 189 PCR KR =91 A
10 X NEB buffer 2 p1.100 X BSA 0.2 ypl.BsaW [ E
0.5 (5 U/ul,New England BioLabs, USA) , K %
BFKT.3 pl, BEED RS R K20 pl, B R B
METF 0CERTHRREF16 hFt 7B,

(5) B FH B A E F B =WA3.5% e b
BERE APk (0.5 pg/mlRIL Z48E), WK E WA
0.5x TBE, £ 80 V B & T Hi 3k 40 min, PON,
55 MMEA TEEBMANM KB R K126 bpK K
DNA K Bt,PON, 55 LL @& F3EAMAK R —
%170 bpK B DNA K B, 1 PON, 55 ML &4&F
B R ) BR K B 43 5 170 bp H1126 bpAY
DNA KB, PON,148 AA#i4& TR EBANEK B R
—%:123 bp 9 DNA K B, PON, 148 GG #i& F
EEBANEKE R —4£153 bp KB DNA R B, T
PON,148 AGEA THEHNBANMAMNE RAEKE
43 3 X123 bp M 153 bp B9 DNA R B, MaSOD 9
AA i/ FREBERANE B /R —2588 bpi 9 DNA A
B,MnSOD 9 VV #i& FHHEM KB R — %
172 bpK ) DNA K B, 1Ml MaSOD 9 AV 244 F#
PR B A4k U 2. 7 G A% K BB 40 53 24 88 bp AT 172 bp Y

DNA K Bt

(6) L3 T-SOD.MnSOD &t #1 MDA ¥ F£ il
ERAEEEREY TERRFETHNEXNE, %
HUt B i B, 4 BIE T 40 606 B 11550 nm
#1532 nm 4t M & T-SOD, MnSOD {& #: f1 MDA
wE,

(7) 1L 3% 3 E B B0 5 - SR A K A %ot 0B A AR X
PR B B0 28 4 6 B 1412 nm b ) 52 S &
BEEE S S RE R E ZE, ARl L KS
I 3% RoF 420 B9 0 BN

3.5 ¥ 447 B SPSS 12. 04 3 4k 4 1
TG00, A RSB LA EE (T £ )R
Ao PABBEEMERRAMIEAY BB, &
SH 504 T 1 H R R B BR R O 4 0T, A SR L
A EAR LN T RERRA BB, BRSER
F logistic Bl 3 20 4r, P<0.0S(MDIANRERF
G #E L.

s =R

"1.CHD H MXf A M —RIE O LB WA
W HNEHEITEANERIRITFE L, WHA
WA 8 %(8.0%), REXEAE 92 4(92.0% ) ; CHD
HMg R E 35 B (13.4%), A WM& 227 #i
(86.6%), 2y REMAERF KL EB N (=
1.99,P=0.16), X BAH CHD RELH 4 &
(4.0%), ERKEFH 96 % (96.0%); CHD i B
CHD Z W % 22 #1(8.4%), T K I s % 240 4
(91.6%), 2y REFRAEFREITEBEX(y =
2.10,P=0.15)(F 1),

2. CHD #4 1%t B8 48 9 PON. T-SOD. MnSOD
T f1 MDA # ¥ H 48 . CHD 41 % PON, T-SOD,
MnSOD ¥ 44 %f B 41 B B F# %, i MDA R B &
e (E2),

3. Hardy-Weinberg - :

(1)CHD M} BB PON, 55 Met/Leu #H
L5 5 B4 A A5 Hardy-Weinberg % (CHD
Hy’=1.20,P>0.20; % B4y*=0,P>0.99); %

R|1  CHD 41 F0% B4 49 — B O L 8%

SBP DBP Gl
4a R (mm Hg) (mmoli‘/L)

C
(mmol/L)

TG HDL-C LDL-C BMI

(mm Hg) (mmol/L) (mmol/L) (mmol/L) (kg/m?)
payEl 100 120.42+11.97 75.52+8.17 5.09£1.38 4.81+0.65 1.67+1.14 1.16+0.23 2.4310.49 23.13+£2.54
CHD# 262 140.38+23.42% 80.36+13.07" 5.82+1.61"% 4.92+1.22 1.62+1.26 1.12£0.34  2.94+0.92% 23.50%3.47

% P<0.01; # P<0.001; SBP: 4t %5 /% ; DBP: & /& ; Glu: I ¥; TC: BEERE; TG: H i =8 ; BMIAAEHEH; 1 mm Hg=0.133 kPa
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%2 CHD 4 #xf B4 % PON,T-SOD.MnSOD & 4 1 MDA ¥ J¥ 1t #

45 % PON(nmol*min~!+m!t™!) T-SOD(U/ml) MnSOD(U/ml) MDA(nmol/ml)
pogicEid 100 454.75+166.00 44.01£22.68 28.79+8.65 2.15+0.55
CHD 4 262 349.27+138.36" 23.61+16.51"° 21.56+13.11" 2.47+0.73"

* P<0.001

HARFAUPGHEMEERAEE YRBEFAL
W Xy =27.52,P<0.001 My’ =11.44,P=
0.001), HAHREH MM 45 TERE (K 1M
%3)0

v 242
190
& 147
110
67

M:pUC19 DNA/Msp I (Hpall )Marker; 1,4: PON; 55 LL a4
FHER; 2,3: PON, 55 LM & TRER
E1 PON, 55 Met/Leu R ZEMEFNBULE

%3 CHD 4R B4 PON, 55 Met|Leu HE L5
[N R 4 A A 3 R AR A

ERBNM SUEREE%)

#HEl B LL MM LM
%) (%) (%) L M

99(99.0) 0(0) 1(1.0) 0.995 0.005
0(0) 65(24.8) 0.876 0.124

XA 100
CHD# 262 197(75.2)
(2)CHD 4 fl%t B 41 PON, 148 Ala/Gly $H
EHMHE NS 4R R Hardy-Weinberg ¥ # (CHD
Hy’=0.64,P>0.30; %y’ =1.96,P>0.10);
WAREB A HMEMERREE  RBRERA
Gt B (5 =27.77, P<0.001 Fiy? = 12.13,
P<0.001), BE 2 MFE4,

bp

242
190
147
1o

M:pUC19 DNA/Msp I (Hpall ) Marker; 1: PON, 148 AG &
FHEM; 2: PON, 148 GG 44 T4 EH A ; 3. PON, 148 AA 4 &
FHRE

B2 PON, 148 Ala/Gly BHE AU R LT

(3)CHD #H A%t B4l MnSOD 9 Ala/ Val %A
LA E E R 16 55 Hardy-Weinberg ¥ # (CHD
4y’ =0.16,P>0.50; % H4y* =0.81,P>0.30);
BHERB S AMENERBNER ' RBERA
Gt ® X (x' =14.82,P=0.001F1y’ =6.00,P =
0.014), WL 3 FiFE s,

£4 CHD 4AMX A PON, 148 Ala/Gly R 2 A #
B R B 4 A P55 0 5 RO o L

FERE A SAEREE(%)

HE BB a4 GG AG
%) %) (%) A ¢

YH4 100 71(71.0) 5(5.0) 24(24.0) 0.83 0.17
CHD#4 262 105(40.1) 31(11.8) 126(48.1) 0.64 0.36

bp

242
190
147
110

67

M:pUC19 DNA/Msp I (Hpall )Marker; 1,2: MnSOD 9 AV %
SFHERE; 3,4: MaSOD 9 AA H4A THERE,; 5,6: MnSOD 9
VVa4iEFEER

B3 MnSOD 9 Ala/Val HEHEEZEMHEFMEE

£5 CHDAFMXEA MnSOD 9 Ala/ Val EH LM
3 DR R 43 A RS A6 5 PR 0 R L 8K

ARG H S i R (% )

45 % aa vV AV A v
(%) (%) (%)
XA 100 43(43.0) 9(9.0) 48(48.0) 0.67  0.33
CHD#l 262 168(64.2) 9(3.4) 85(32.4) 0.80  0.20

4. PON, 55 Met/Leu . PON, 148 Ala/Gly F
MnSOD 9 Alaf Val F:H 2754 A [F) B H ZL N PON.
T-SOD.MnSOD ¥ t il MDA % E & . 45 R 88
PON, 55 LM & FHH R PON FI'T-SODTE 4
LL &5 R G F#K; PON, 148 AG fl GG
ALK PON 15 #E38 AA B H B H 0 B FRAK, L H D
GG EHFBEMSERE ;1M MaSOD 9 AA EREMK
PON # MnSOD & # & i (% 6) o
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%£6 PON, 55 Met/Leu .PON, 148 Ala/Gly # MnSOD 9 Ala| Val 3R £ 754 A F 2 E £ X} PON.T-SOD,

MnSOD & ¥ # MDA ¥ i )5 il
- B B 7 R
PON, 55 Met(Leu
SSLL 296 394.84 +154.87 30.22+21.29 23.77+£12.42 2.36+0.72
55 LM 66 304.73+125.04% 24.89+16.14" 22.58+12.67 2.48%0.54
PON, 148 Ala/Gly
148 AA 176 417.34+159.00 30.55+21.66 24.94+10.99 2.38+0.76
148 GG 36 281.47+84.70* 29.40+14.01 21.93+14.72 2.50+£0.70
148 AG 150 356.00 + 145,954 27.68 £20.50 22.31+£13.37 2.35+0.61
MnSOD 9 Ala/ Val
9 AA 211 363.311+152.32 28.67+21.02 22.87+13.47 2.38+0.61
9 VvV 18 416.13+184.28 35.63+£17.51 32.04+9.19% 2.43+0.98
9 AV 133 397.26+149.72 29.30+20.12 23.49+10.69% 2.38+0.79

H:5 PON, 55 LL th#, » P<0.05; #P<0.001; & P<0.001,vs. PON, 148 AA; & P<0.01,vs. PON, 148 GG; ¥ P<0.01,

vs. MaSOD 9 AA; % P<0.01,vs. MaSOD 9 VV

5. MRS R BME LT B4 L% PON
5T-SODIEM X (r=0.19,P<0.01),5 MDA
H*(r=-0.12,P<0.01);MnSOD 5 MDA fi #
*(r=-0.15,P<0.01),

6. %ZHE N K H logistic [E 13 4 #7 (Enter
), BER A R A CHD K ik & L E | 8
TC MLDL-CK IEJ5 B 7%, PON, 55 LM #&&F#
W& (OR= 73.36,95% CI: 6.92~ 777.42, P=
0.001) M %7 2K (OR=15.40,95% CI:1.49~
159.20, P= 0.022). PON, 148 GG/AG # A %
(OR=1.64,95%CI:1.13~2.38,P=0.01).G %
fir P (OR=2.85,95% CI:1.27—~ 6.36, P=
0.011)% CHD BB N T

Wit

AW LB CHD AL PON, 55 LM & F#
HAEA M FMEFERE . PON, 148 GG 445 F/
AG #ETFHHEERMGC SN EFRBHERLZR, 5
YA ERE LT FE X, logistic [BH 4 ¥ B &
PON, 55 LM #& FEF A M % {7 3K f PON,
148 GG i FHNE/AG A THEAMUKG %
R EFE#H R CHD MER AT, Oliveira ' 2
TR B K& IESEH CHD B & # PON, 55 MM
FEFERMPON, 148 GG R & 4= RBH, LLE
J43#7 878 PON, 55 Met/Leu 3 H £ RE CHD
MBS REY, SETRMER -, #X PON,
55 Met[Leu BN ZBHN LM R4 FEREM M
S B E PON, 148 GG di& FRHEE/AG

KAETFEERURG SMEREWESH B CHD,

AP G R 8 R, CHD 4 8 PON, T-SOD #
MnSOD 3% P8 % B8 28 B B F# A%, T MDA ¥R JE B %
BE., #RCHD BENREAEN TR, BRIH
e B hn . Senti & @ BFSE KB CHD B & 1
PON JEH R A @B BA M —¥, PR BEENE
MRUBAR PONWEREE ASIREZHEHHEY
KR, YU R RE B | RE E B K& B PON % [ Bk
B/NRILENMEERRRES B AS, NEMMERN
4385 1 FYHDL-CHILDL-CHL 38 5 8 34 [ 3% 7% 59 48 Ji
FA o AP XS ER L% PON 5T-SOD
EM%, 5 MDA fifi%, #/m- PON EHS5ENH
SACRE N UMK, B & RN B R il
YW R T FE, PON £ Ca* K v B8 B, & A 5P BT
REHTEHDL-CHE KM FER, 5HDL-CH #
AL AR, difk A2 PON BB /> LDL-CH
FE RS B R AR A

PON H:F® e s T PON FE 180 75% ,
AW A B PON, 55 LM & T # K & PON,
148 GG/AG #EH R PON &1l B 1K, £ &
PON,55 L M EERATHLEM SHEHERFAT
B .PON, 148 A S HEF THL G FMNEHF

CTEERTEHE . BB /R PON, 55 Met/Leu R

LAY PON B#IE MR 4, 2 IfL 7 PON
WEMEEREZ —, Mackness %" #i& 55 L &
THE§7ER AT LDL E4MERALL M A TE®R. K
AW M EANERM G FAERBTE S BEL
¥ ¥ IR 5 AT BB B T I 3K PON & T F%,
AR A CHD L H MnSOD 9 Alal Val %
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HEBWWAA G5 TERBMA FHEREHH
BN BHE BN A SNERR-MERE
H,AFMERBEHETRES S CHD, CERE
MnSOD R 5 A3 AS ¥ 5 E A % B A/ G
LDL-CHEZRRE XY A S RRBHEELRS
FAL R R BE AR, 2L R B D A & FR R I R R
fER S, BRTE R NE X MaSOD 9 Alal Val
EAZEHERBORERTEAHRRE, SRR
ZRBR AA EEE K MnSOD G VvV EEA
FHEBME, BR A SMNERBEFES B CHD K
AT E i T H MnSOD G H: 8K, A fEA 3t
Bk 2B E LY, 5 B0 Bk L E 40 M E AL
IO 48 40 A A B Ak, MR R BUE R B Bk AS. B
FEE R MnSOD X %% 2 B R0 WL Bk i A 4R 7 4
AL IR WEE TC AS BAE B9 R 50 3h Bk i I 2h BB R
o R AN AT AW N B 4 MR LDL A Ak B
MnSOD #) apoE #t [& B # AS hEE™FEY,
MnSOD 9 Ala/ Val R E AU R EEAN &
2,9 Ala ZEM BB -BRREHWE R, W9 Val
ZEUFHR-TEREHNIE K. « BIESHXEEE
HAERE B e s ARR AR EER, k8t
FMnSOD 9 Val ZH LR ARG E LB AT
BEH 9 Ale ZBBRE" , 5SEAMELERUTFFE,
HERARFTH—SH . AR BR M
¥ MnSOD 5 MDA fi# %, 8/~ MnSOD 7E 4 g i
HEAPREEEIEM, LEENE KA KRR
FALE R T, RFREBIER T MATDUEA#
PASNBEREFERNE, 566.7%; 8 T HmK
# A (30%). HA A (11%) FIER I A B (41% ~
62%)"" . XATRER M THKERMER,
ARG RFH CHD B # & M % PON,
T-SODF! MnSOD {# 1 B B F& X, MDA W B & 1
B 3 PON, 55 Met/Leu e Z BN LM E R A A
MEMEREHE PON, 148 Ala/Gly BAE S
) GG/AG EEEM G F HEBHE R T 0K

HIfE R 87, 3 BiX e K R & W i ¥ PON & ¥
BB FEAR; MnSOD 9 Ala/Val A ZEM AA B
A I 3% MnSOD 15 HEREAS, B R E R A A
FNEFABIFETRES B CHD, AP RS RE
AREHEEAECHD MAEMERPE—EHNEH,
b CHD R EFE 2 W R TP fi4 5 MR EIRIT iR
T SHEKE,

2 % X &
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