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Abstract:  To explore the sequence feature of mitochondrial DNA(mtDNA) control region in human
carcinoma cells, polymerase chain reaction—restriction fragment length polymorphism(PCR—-RFLP) and
direct sequence techniques were used to analyze the sequence of mtDNA control region of 6 human
carcinoma cell lines versus white blood cells which from 6 tumor patients and 4 norma} adults, The T to C
mutation at np 16 519, A to G mutation at np 16 534, T to G mutation at np 46, and A to C mutation at
np 49 was found in 50% (3 / 6 cases) of carcinoma cell lines and in 33.3%(2 / 6 cases) of tumor patients,
but it was not found in normal adults. The C to T mutation at np 16 278 was found in 50%(3 / 6 cases) of
carcinoma cell lines, it was significantly higher than that of the polymorphism of normal population. These
findings suggest that the typical mutation in the starting area of heavy—strand replication and the first half
of D—loop region might probably be associated with carcinogenesis or susceptibility of carcimoma.
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12 16 569bp K RIZEMER, EMT 2# rRNA., 22f (RNAF 13 MEOEKEHA. B D HF(displacement
loop)R M5t EMENERZ BRSEERTDHE. Hit. KB DAFRXFE 16024 £ 575 UHHFRZAN
1120bp HFEBFF HEFHIE, THMEANS mDNA S FEEIMBRHEE V. mDNA & T s TR S 8F
i, BRIABRARE. HRGBERAMELRTE S8 DNA . CEASZFEMBBMNLE Y. H
M, %*F mtDNA 55 R EEMEME P FERNBIFRE ZXE Y . ROFTHOTRRA. B0
miDNA ZERRBREFEIEFBEGOME). AT7T#E—-HFTREERERASHRBEZ B ER =05
T IB A miDNA #5551 X FF 51 28 (L 45 1E .

1L % ¥ 5 F B

1.1 EEiF ,

PCR &7 &. PCR =@k &. BE R Heell (GG ¥ COF EcoRV(GAT 4 ATC) ¥ AEEE
RE&NF) ™%
1.2 AEHmRa %

4 A I R AR B B SPC-A—1 (F EF 48t L4l #2230 7). PLA-SOID(RRHE 301 B fn).
AS49 F1 AS31(EE), | MTMIEAIRE SMMC-T121(ZEX), | MEM L RBHAMRE EIEE).
1.3 IEEKRER

FVEEEEE . OEMBE3IF, MesE 26, REMmeEeE | 5, RHERE 16, HbhBH7
Bl w1 B, FHFERS24S. BERLASH, KPEHESH, W3 F. FHFH S Y SHEUFER
MK 1m! & 8.
1.4 3|43

519 1: 5~ATTCTAACCTGAATCGGAGG—-3" 5[4 2: 3-TCTAATGTGTACGTTCGTAG—5. Ef14
847 F mtDNA Cytb #1 12S rRNA ZERX /. P44 1 120 bp #H/IX FF|7EHRH 1 528 bp F .
1.5 mtDNA HiR#I%1&

AR SME I 408 miDNA § %144 218 1 ik (4, 50,
1.6 PCRYMEF=¥EE

PCR #"# SRFLN 100u]. 94C T 5 4080, RF 94C M 1 4r8h. 55CBA 1 4380, T2CEM 2 44k
IS ABEAE T 12C IR 7 iR, PCR =M EES L XHk (4, 5).
1.7 PCR ~¥Egt)]. BEikRE#SH

B2 154l PCR R N4, A Haell & EcoRV(Su), 37C /KM R I 4 /N F 25%BRIERE @B (&
0.51g/ mlBALZ4E)> 6V/ cm BIE Tk 2 /N, $5MT FME M. S A mDNA 81551 #7854
B 53 #r.
1.8 PCR F=HEIEMNRF

SPC—A~1 #4131 528bp F B &34/, MFSI4@ERET, 7€ ABI Prism377 2S£, R A AN E N
eRRidE 2 8 3 F 5.

2 # B

2.1 mtDNA PCR yit
6 MEMIMAE mtDNA 1528bp RFERBMM: 8 FIBBERMRSP, 6 FIfHME. 2 6B 8 FEERAR
HipaP. 4 FIRHME 4 BUFHH.
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44 B RS NBUMLRRLE DNA &I K FHIRFE 7047

2.2 1528bp R EX Haelll Bg1J)

R A549. PLA-80ID. EJ3 MELEER. HIT 138bp. 573bp. 435bp. 382bp(5 =304k 4 i~ K
B, HEYMIEYS A mDNA I F SN KB Heell UG S T2 —3 M SPC-A-1. SMMC-7721. AS3|
3MEMMEA. H 573bp 1 138bp WA ERIER, WH T T1bp KSR E. H 435bp RERIIHK, SER L KAE
BREEFHZBRFER. BREOMME 75 1528bp FERMEMEHN 6 i, H 4 FIHBIERHE A mDNA I
FFEIFEN KB Haell BUIME R —3 HA 2 HIIHER 4350p FEHK. ERLREETEEFNZRAE.
RRA A BAEA: 4 FEEAMEFR, 1528bp FEREZ Haell BEUI# S5 A miDNA SIFF 51852 X Bk Haelll B8
MEREL—EUE 1.

bp
711 bp
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435 501

404

382
331

147
138

573

435 501

382 404
331

B 1 mtDNA 1528 bp 4 B Haell B§ U1 &%
1. SPC-A-1; 2. PLA-801D; 3. A549; 4 SMMC-7721; 5. A531: 6. EJ; 7. 8. 10~13. E&E
B, 14~ 17, BB A B8, 9. 18. Marker.

2.3 1528bp HEX EcoRV Egt]]

£ SPC-A—1. AS31. SMMC-7721 1 | BIfEREM AT mtDNA 1 528bp FEEFEIT | 4~ EcoRV #]
BB m, HE SR 998bp #1 530bp BANFIH R, METHEAIE. BEE RERAA QMM miDNA 1 528bp
FEHPREBMR FcoRV HWEEUIE A, 5 A mtDNA S8 F 5K K& EcoRV B BHHE—F(E 2).

12 3 4 5 6 7 8 9 10 11 12 13 14 15 16 17

bp kb
1528 2.0
998

330 0.6

M2 miDNA 528 bp HE EcoRV B§[RIE
1. SPC-A-1. 2. PLA-ROID: 3. A549: 4. SMMC=7721: 5. A331: 6. EJ: 7~ 12, #S8VE 14
13~16, R ASMIA: 17 Marker.
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24 SPC—-A-1483fE1528bp HEEFFDI
el 1 462bp KT, HPSHRIBEFT] 342bp, LTIFHXFES 1 120bp. FiBFEF 5 A miDNA §]
P SUE Y X B 80 RIRME 0 97 3% 3).

G

AAAATACTLARATGASLOIGTCCTYTC ALY Al AA K

B3 FEFsr i aekE
FLAL A 1583 (I HM G—~A FX

e 342bp MIBX FFFI P, 776 3 MRRERT, RASE N 0.88%. 7 1 120bp IEHWX FHIeh, 7E4E 38 19
BERE, RAEFENII9%, RREEXE 385 F AREBRHMHES)EHESEE 19 UEFR)REMES D K
X (16 457>323) 8 435bp R &, HIT 28 MRAENE, REFHRN 6.44%, 5B LHERERTHRHEN
73.7%, FHMT £ 4 Heell YIH(GGCC FFNFM C—T EA(FR |, & 2).

1 1528bp FERAHERTME MR K4

zzx | @z BT R REMRLER
s 2 (/- HB/ HRK) HARR WEESAR | GEEAA SER
15883 G—A % 15884 fif Haell (—) 3/6 0/6 0/ 4
16 278 C-~T % 16 276 ©if EcoRV(+) 3/6 0/6 0/4
16519 T—+C %16 518 £ Haelll (+) 3/6 2/6 0/4
16 534 A—G 165354 HaeI[I(+) 3/6 2/6 0/4

46 -G % 47 {7 Haelll () 3/6 2/6 0/4

49 A—~C 8|47 {i Haeﬂl(+) 3/6 2/6 1/4

1) BLA mDNA 8833 0 B R F 5|, 3F45 & PCR-RFLP 4 82117 447,

%2 SPC-A-14#0R mtDNA 1528bp FERAETHERTR S RHRY

RLI R AR RANIE R R REMA EaH R
15824 A—~G 16 538 C—A 73 A—~G
15 943 Tk 16 539 A—=C 91 =G
16 124 T—C 16 540 Cc—A : 114 C~T
16 223 c—T 16 558 G—A 120 C—~G
16232 C—k 16 563 C—~A 145 C~T
16 362 T~C 16 566 G—A 194 C~T
16 400 C—A 32 A—C 198 C—T
16 436 G—~A 38 G—A 263 A—~G
16 476 A—~T 40 T—C 473 =G
16 488 Cc—T 42 Tk 480 G
16 489 -G 61 C—T 484 A—~T
16 499 A~k 64 C—T

1) LA mtDNA 8185 F 5] 9 24 ¥ 5.
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KT AL mDNA 55K, R ESEREAZNFRERRIMRIEED.

AP LM SPC-A-1 41l mDNA HHRMEBERTH Y 088%, 5 Raymond % 7 MEMEHR A
B mIDNA FHBERER09%ME, TEELF. HTH 1S3 UBERG-ARTNEEHER Y. PCR4
RER WAKE mtDNA 1528bp K EEFAHER Y 100%, HEMMARIIEEBHEE. REUBAM mtDNA 3]
YIX FF P EARSY. &Rt — 5 IF A AII mDNA HLX — R IEH e,

SPC—A—1 41} mDNA #4|[X HERAEE R 339%, RHIBR M 3.85 1% LGRS Cann %5 WENEN
NBF miDNA S5 $|KFE 3% ERRMALE, HERDE. BHESEENE. £ H#EHESRAMEEN D FE,
HELT 28 ANRA S, RRARY 6.44%, SEMEH X BERE RN 73.7%. FHit, BAM mDNA 45K
HE 435bp KB ATBER - B EX. NREHEE EREX DA 80%MNRE AP AMNRE, HRHESH 16519
fii T~C. 165341 A—~G. 46 i T-G M 49 {ii A~C T FiIZKEREBERT 3 4 GGCC F3l. FH, &
A Haelll B§47) 1528bp A EL 5. 435bp HFEBI B HMR 4 NMANFBEMAER L AEER. B R,
PCR-RFLP 4475 PCR =Y HBNFLE R R LY E. &4 1528bp H B Hacll I R AW £ 6 18
MEFRR, 3 NIRRT 4350p FEMK. §50%: 6 FERELMET. 2 FHREEHHME mtDNA i
AN ERIZA, 5 333%; 4 GlHEMRE AT mDNA f k& I AR, TPk LEUER
RU4RAE V. AN #9516 278 IR C—~T RS 16276 I T EcoRV MIFUIE. HEELE 6 A1
Al 50%. WHEEEFTER AR mtDNA P SN ESHERQ%) Y . BN, WRBEBNH
miDNA it BH —F R RN SREDN, BARAERE MM mtDNA H 48§18 & & HAH4E D 3R X M55
PR RE S AU AR / R B R k.

Brot & M. WA mDNA ¥ I B E#in, RAWAHM mDNA =4 T EHIREIE, HYLH KK
el Y RSB kM. SPC-A—] 4B mDNA H £ 58 HI72 & KBAFTE 6 A C—T 2248, I RAH MR % X i
GC &#. WIS mDNA EHEARBUHZBMNES N, ATEESES mDNA E45. FHit, S48
mDNA Z$I K it £6 C~T 8%, L4 BEHMAI mDNA il 5km WS H A& Y28 UH 5 EA
Y.
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