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[ Abstract] Objective
type 2 diabetes mellitus(T2DM) and its complications. Methods

To investigate the association of the mitochondrial DNA 5178C/A polymorphism with
The gene was amplified by polymerase chain reac-
tion(PCR) ,and sequenced with the direct sequencing method to analyze mit ochondrial DNA 5178C/A polymorphism
genotypes of 220 T2DM patients and 126 healthy controls. Results The clinical data of age at onset,sex, BMI, and
the serum levels of blood glucose, and blood fat had no significant difference in the 5178C and 5178A genotype of
T2DM patients. However, the incidence of retinopathy complication in the 5178C genotype of T2DM patients was sig-

nificantly higher than that in the 5178 A genotype(P<C0. 05). Conclusion The mit ochondrial DNA 5178C/A poly-

morphism may be negative correlation to retinopathy complication of T2DM patients.
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e i 1 2 BOBE R (R AIE 1997 4F WHO M IR 9 12 Wibr i) 32
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1.2.1 JH4 DNA B E fEE ki 2~3 mL, EDTA-
Ko $it. R0 -8 05 2 52 BUOAM Ji I 11 40 i 2k R 4 DNA,
1.2.2 PCR Y ZMEOIHFIFE ¥ (revised cambridge refer-
ence sequence,rCRS) ¥ #4 H 9 3& A i BX np4485~5420, % it
sk 5 -ACTAATTAATCCCCTGGCCC-3', F e8| ¥

mitochondrial DNA ;

polymorphism

J 5'-CCTGGGGTGGGTTTTGTATG-3' i K £ T
A BRA W) A (PAGE S, 4l B =>99%) . PCR R W 4%
.94 CHIASPE 5 min, 94 CAFPE 30 5,60 CiB k 455,72 CHE
1 1 min, 3t 35 MEFF,72 CTAEMH 6 min,

1.2.3 DNAWF44r I PCR ™ ¥ glifb ol ) & OR 3% % 4
Y LRA R R #47 PCR 9y [l 4l 46 . PCR 44k 7 9
EAE bR R W HOR A RA W AT .

1.2.4 B WGRGTRICAE 1) IRDBE PR 418 & 1 A 8% L R R
AR SR D0 JF I B A LA R IUE (FBG) V& T 2h il
BE(P2BG) AL 1ML £1 78 (1 (HbATC) ZE48 4% , [7] I %o 8 B 95 7
RAEHATLW .

1.3 itk H SPSS13. 0 i 4k 47 Bodis Ak 22 .
TR L 7s RR B IES O MG R « f 3. T4
VORHR A v K, P<<0.05 NERA LI FE L.
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2.1 S5178C/AMFE WA 1,

2.2 I&IRFE RS

2.2.1 ZRifk DNA 5178C/ A 225 M7 W5 B 41 % 1F % X IR
A WR L WE R ER LS FE L (P>0.05),
2.2.2 2 BUBEPRAE B % mtDNA 5178C/A 2745 M 0 I IR AR 1iE
Ry 5178C He N M 5 5178A SL [ B iy T2DM f# # 76 1
)RR AT AR 5T A B B L AR K OF 25 R OC S R
X (P>0.05), W% 2,
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1 BERFESEEEBAE mDNA 5178C/A

SARMMEEB(%)]
2591 5178C(n=172)  5178A(n=48) P
B PR 401 (n=220) 172(78.2) 48(21. 8) 0.49
IEH X B (n=126) 103(81.7) 23(18.3)

1 5178C/A MM F &R E

®2 2 BUBERAEEE mtDNA 5178C/A SEMH)

It PR 45 iE B9 BE 3%

I PR AR AE 5178C 5178A P
n 172 48

B/ 20 83/89 29/19 0.328
W) 58.47413.55  56.81212.98  0.45
KIRAER () 50. 63412, 99 50.21410.89 0.838
TR (4F) 7.8447.07 6.60+E6.56  0.277
BMI(kg/m?) 22.1243. 42 23.2143.46  0.054
HbALC(%) 9.2642.51 9.4942.43  0.574
FBG (mmol/L) 8.7443.52 8.54+3.54  0.731
P2BG (mmol/L) 16. 1944, 74 17.0544.43  0.259
TC(mmol/L) 4.584+1.15 4.8941.57  0.122
TG (mmol/L) 1.5640. 87 1.7240.66  0.243
HDL-C(mmol/L) 1.2340. 46 1.1540.34  0.205
LDL-C(mmol/L) 2.4340. 80 2.3840.71  0.653
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DM 3 % 4 i 5178C 5178A
(n=172) (n=48)
AL %8 5 g A Vel 64 57 7 0.012*
I 156 115 41
ML A 68 55 13 0.598
¥ 152 117 35
5 955 H 172 54 118 0.105
7 48 9 39
o 1ML H 107 86 21 0.514
& 113 86 27

W BYLIA HAr, © P<<0. 05,
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WD BE N B AR A DM T R GE 1 R 9 % E 22 R g it B X
(P>0.05) (5 3),

3 it e

LKL R 2% 78 32 0 i B IR e G L A I T AR R RS
RJEE RARBUR B 40 D e F B TR g1 AR 2 BUBE R A Y K
2, NADH Jii & fii 7 88 {7 2(NADH dehydrogenase 2, ND2)
FEH g GORL R L TR R SR T A R 2 — AR
B HES SE S0 TEEIFEN SRR 4 ATP, £
LR DNAS178C—A fif 3k & e 5 B & R i DNA ND2 3k [ 5
237 0 3% R Bk B BRI (Leu237Met) , A BE 8 1 NADH
I3t S T 19 2 Ak R o AT E — 2 52 o A B S A 1 EOK T
Levine 20 $ H H 5 20 R (Met) 5% 5 21 B 28 %2 1) B0 A 1k Bl £
HLH 45 R AL T 25 5 55 Met S R 7= A= B A 440 B8R 0. TR, Met 3%
R T FRAE AR AT 7 A AR R ok B Y BN o B AT A Sy — oA AL
B AL R BR . 76 ND2 I 53 f 5178C— A (Leu237Met)
B A T S R B SRR A O A P

F 7<% % Tanaka %™ ) R LKL (& DNA 5178C/A £
S KA LRk DNA 5178A B FBEK A AR 1L
Bl . WG Wang %7 R B 5178C JE ALY 2 RUBE IR 9% &
1 R AR IS L 5178 A FE P AL A . Matsunaga %5 &
L5178 A KR BIAE 2 BUME PR (B 3 b A 0 sl koK A R A AR .
Katsumasa 21 % B T 5178 A 3 K Y 14 A4 1 0 LA BE 19 & %
HBAK. b, Kokaze 1 Akatsuki 27 5l 5 BF 5¢ %
BN T 7 G T (1WA N 110 = S N D Sy -0 1 S Y P 3
GESLHTE S P

TEAWFFE & B 2k 7k DNA 5178C/ A 22 25 P75 0% IR i
2 B IE B X B 4y A J6 W3 M 22 . S178C BL P ALY
5178A FEH ALY T2DM i 35 76 P 0] & 9 4F 0% L 1 8 46 2. i
B IAR 25 K F b 72 S RS XL T A R EEDY & B
S178A KL AL il i H [ B K PR T 5178C A& K AL, iy B i 5
SRFEA & i — 22 5Y .

Wl PR B R 1 I IR A W] 51 R 2 S C (protein
kinase C,PKC) 5 % 16 . B 3 Ak K 7= W) JE 1 (advanced gly-
cosylation end p roducts, AGEs) , £ JC B 5% [ 1% 1k 45, X 26 4t
WEEL Y & X G| IE R 77 Y (reactiveoxygen species, ROS)
W42 01T | AR I S5 A5 A5 B IR I R AE . Levine %0 7 3#
T Met 5% 5 4 B — A~ T 2 (9 B A0 B A L. OF B 5178A
(Met) 1] DUR AP ZRL R HEHT F 5178 A/C 2 25 P 38 i 5L R 19
A8 (Met—Lew) 1 7= 42 1 B AL #1445 . Matsunaga 57 % 31, 76
HZ 2 BUA PR 28 v, 5178 C 5 P B 2 U4 5 5l ik 1) 68 i )2
2 A Y JE RE B T 5178A FE P R, 5178 A KL N T AE B K B
F AP Bk RERE AL /R B . Kokaze %MV B 5T & B 7E H A
NHEH 5178 A BRI 35 B Y e (9 (B 22 IR F 5178C FE A 3 .

PR I 2 hE 2 DR SE PR SR BUR i R EE R, &9
R BOL R M BR R m e EEE N, ARV R
B, T2DM JR 35 5178 A Je IR 7Y I3 & A0 109 8 g 722 19 431 2% 221K
T 5178C He [ B, W L8 22 S A Ge it 22 B S HEM 5178 A K
KB T2DM 85 7] HE 23 B AR 25 W0 99 B 742 1) U, 42 7
ND2 B 5178C/ A £ 35PE T 6] 5 4 bR M A0 199 i 728 19 &k 2
Rk AR, (A 5178C/ A Wi FhFE B T A2 JL A DM I & 0 /9 &
R EZEF G E X HUH DL 209 &0k & DNA
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