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Polymorphism of mitochondrial DNA at the D-310 region in

laryngeal squamous cancer cells
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Abstract: Objective To investigate the polymorphism of the D310 region of somatic mitochondrial DNA (mtDNA) in the human
primary laryngeal squamous cell cancer. Methods Eleven cases of laryngeal squamous cell cancer were collected from in-pa-
tients who were confirmed by pathologic studies. The total DNA was amplified to identify the polymorphism of the D-310 region by
the PCR technique, polyacrylamide gel electrophoresis and sequencing. Results Changes in length of short C base-repetitive se-
quencing were found in the conserved D310 region in 8 cases (72.73%) . Most of the mutations (8/11) were homoplasmic muta-
tions, and the others (3/11) were hytroplasmic mutations. Of the 6 kinds of mutation changes, insertion of one cytosine at the D-
310 region was the most common, ranked about 50% . Conclusions The D310 region located in the D-Loop region could be a
mutational hotspot in laryngeal squamous cell cancer.
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1.1 EKFR 11 PGSR REHA KRR FE
HHLRA, & B KB 2005 ~ 2006 FEHEBLBE,
HpB o, & 26,25~75 %, ¥ 56 %, HEH
BHL, :

1.2 MEREFEFHALEHNA DNA B R
FsGE B B R R R R B R R EE
DNA, EALEINT : DKL 50 mg MEHATH, B
FTHRBMR,37 CHRER 1 h, BHERS; OMAE
FI K, &M 10 mg/mL, 55 C/KiA 3 h, AIEEE ;O
INAZERR Tris MR, AR 10 min, 5000 g % iR
B0 15 min; @ FHBUK M, A S E BB A RR
BE(25:24:1) 148 1 ~ 2 IK; @ FBUKH, A &R
Tris AL, fh1R 1 IK; ©@ BHUKA, A 2 54
LHTK ZEER 1/10 AREL 3M BERRAA, - 20 CIR4FL b;
@=L 12000 g,4 °C, 10 min; @A 75% Z.BE1 mLBk%
1o 12000 g 0> 5 min, F L, R T1; O #
DNA % F 50 uL TE 75K, - 20 CIRFE .

1.3 PCRYH Y HMEFERLA L DNARTH
BL BT RS Y FEFIANT : WS sense 5-AGG CGC TAT
CAC CAC TCT GIT CG-3 (12600-12622); WA1 anti-
sense 5-AAT AGG CIT CCG GCT GCC AG-3-3(13128-
13148), PCR R B {& & 4 20uL, Z ¥ K : Tag B¥
0.5 u,MgCl, 2.5 mM/L, dNTP %& 250 pml/L, 519 %&
0.5 pl/L, B4 DNA 100 ~ 300 ngo RS &M H K
254 95 C 2 min, #RJ5 94 °C 305,55 C 305,72 C
45 s, 3% 40 MER , KK HEM 72 C 7 min,

P HZRIK DNA D-Loop X3B4r 531, RIS 14
{8 B A4 Primer primere 5.0 ¥ it, 515 I0F
T1S sense 5-CAG TCA AAT CCC TTC TCG TC-3 (15768
- 15787); T1A antisense 5-TCT GGT TAG GCT GGT GTT
AG-3 (16365-16384) . IR P {A% JR B AFIFIRT.

" PCRP=HITH04 AL Z 821 1% BAG g fge o
Bk, IR A 1 x TAE, B FE 10 Viem, HEBZA,
B ARG (ZEE UVP A F, GMS8000) .

1.4 RAFBREEER K  F4r4 PCR 24 S oL,
1pL 6x R MK, 309% F I M MG BEE, 1 x TBE,
B HE 200 V, B KA [A] 5~ 6 h, BEREE AR 0.5 mg/mlL
BALZ 5219 1 x TBE % #e & 15 min, BERCELIR 5
Wr ARG AT (FEE uvP A 7, GMS8000) o

1.5 FERNEBMREREW DNA F B 54 T,.T,.
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A6 T FIARRL DNA SR 0L, 107 PGB v i A el

o MU IR PCR 88, BB A 5 B R A4 RN
1.6 Wif¥ FiA PCR=H{li ABI00 £ A 3hifll
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2 % R
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549 bp; f# F 51 P4 TIS.TIA, ¥ o] § 3% 1 B
617bp X/MK B B & (B 1), 30% RN BERL
ek, 11 BlbrA G4 8 IR 4R PCR HEH B
KESEFHSNBREFEER. KA T, T, T,
(3/8,37.50% ) W] AR E LB HEAY 2 5% DNA 4%
W, UOEA i A0 L P AR B R R A B R BTk DNA,
RFRFEERAE(E 2), 2HEMCHEESH,3 BlirA
HRASIERLRA DNA KNS EHMESIHT, -
60.62%;T, - 26.37%;T; - 20.80% , H: 4 5 H A
Btk geAE (5/8,62.50% ) o A BJ5 45 B 5 Genbank
Gl M A IE H & B4R 3£ ( Genbank X93334) D-310
XHBAEFFIH LR, LA 6 F AR EFS K
2 (H 3), BRI BB RE 1,
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16296 CCCCCCCTCCCCCC16309

D310 FR C XM RFF 75 (16296-16302) REF(%) 2745 (16302-16309) RER(%)
c7-C6 1/11(9.1) C6-C5 1/11(9.1)
RALFEHI(8/11) C7-C8 5/11(45.5) c6-C7 1/11(9.1)
C7-C9 2/11(18.2) 16304C-T 2/11(18.2)
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A:D310 EE# 31 16296 CCCCCCCTCCCCCC16309; B:16304C-T;C: C7-C9;D: C6-CT;E: C7-C8;
F:C7-C8,16304C-T, C6-C5 =FpAr R IR 722E
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B L P D310 KWL E C X MM B
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