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Abstract: The expansion and deletion instabilities shown by some trinucleotide repeated DNA sequences are
associated with more than 50 neurodegenerative diseases in humans. The increase or decrease of the trinucleotide repeat
units underlying the diseases are not yet clearly explained using any mechanism, but has been found to affect the

expression of specific genes, or produces cytotoxic RNA and protein, which has now become a common pathological
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mechanism of the diseases. The ongoing studies have shown that the changes in the copy numbers of the disease-related

trinucleotide repeats may result from abnormal DNA replication, repair, recombination, and gene transcription. Human

genetical studies also suggest that abnormal DNA replication, repair, recombination, or gene transcription that occurred

in the disease-related trinucleotide repeat DNA sites may play a key role in the trinucleotide repeat DNA instabilities.

Based on the research experiences of our research group, this paper reviews the recent research progress on the

mechanisms of the disease-associated trinucleotide repeat DNA instabilities including their base mutation instabilities,

the amplification and deletion instabilities of the repeat units, to better understand the molecular mechanism of the

disease-associated trinucleotide repeats instabilities.

Keywords: trinucleotide repeats; expansion instability; RNA: DNA hybrids; non-B DNA secondary structure; neurode-

generative disease

F 1991 4E Verkerk 2L B0 T A MatE X Yt
R ZE G 1E (fragile X syndrome) FMR-1 %5 K E 4w %
X A4 i B ER BK EE &2 DNA P51 CGG =R E K
DNA JF%(trinucleotide repeats, TNRs), LA % La Spada
PR B T J2 3l [G% (Kennedy disease, M4 X
BB BEMAERENLZESE, X-linked spinal and bulbar
muscular atrophy)' |- i 5% & %£ X (androgen receptor
gene, AR)ZWAS X PN 1Y T LR EK B &2 DNA JF51 K
CAG —#HRH# & DNA ¥4, 142 &3 50 FhLL
R IR TR S SRR XL DNA JFHIY”
AT G SN R TR & DNA JF A
FOEHEY MO mT BB T AL AR gt X, APy 7% K
St 77 5L Al B E R DX A E e X G ks
HAE . i BB I G 4 (Friedreich ataxia, FRDA) .
5 ELPE LS 55 B (myotonic dystrophy, MD) &%
/BB FEBE S 8 #d (spinocerebellar ataxia type 8)%].
FEXFEOLT , = AT R 2 DNA JT 5 Al Ge A 4 4
MARRARE, mRT EAAEE RN, XL
WE =R E S DNA i ZFHLEI X 2 BRI
FEAE RSN, AN g T 3k PR R T s M) A 2 2K (loss of
function) , =% 38 i H b 77 X 3K 15 80 ) fig (gain of
function), A M A SCRE Bl R SCRE = A “ HE T RNARA,
XEEFE RNA T4E mRNA IEH 00T 2R 5458 &
HZE S AL T g 5N =R E X DNA JF
FIRY 3 SAE i KN K AW =R EXE
DNA FHIP At , AR BEAE RS ™0 i B8
CAG HEEJFH, 45 R4 & Wt (polyglutamine,
polyQ)! . #iit, AMTE# L =417 E R DNA ¥
GIAT PR 2RI T o0 — 28 B —25 i CAG

SFA)5 R, A5 = SRS (Huntington’s disease,
HD) 1% 5% /) il 2 5% < 9 (spinocerebellar ataxia) %
FEAY 16 FpcR el o TR R Wi
L H S Y RN, RAE TN =%
HIRHE A DNA FHIARE Y 15 12, 4 =2
M5 THEFHIERG XA =T IRES DNA
FEPOIATRER &, AAEMETE X IR GIE . SRE
PENVEFRAR . B8/ DR . & FE N2
359 (juvenile myoclonic epilepsy, JME)F#f; B 7
BT AR BRI ASN, b AT AR HE e B e A e
WY E) CAG =% H IR H 5 DNA J¥ 51 i i i
FHER) polyQ HIsZN, 432k polyQ FssFIFE polyQ
PR (3 1), HhJE T polyQ Him iys 3 Ak b K 1
HBUREE . UK OIE] . FesR08 . A W Fn
28 A T i A5 45 4 T LA T (H BRI A B 5 X
polyQ K FE P i Fo X — WL LB 1 T BE , LA
N polyQ Bidm i K H I T 21> DNA R AL £
AikAr L

JUEXNG R Z Mg RE W E TR ER
DNA F7I 58 & e L AR B G (i gtk
(fragility) LR W AF5E C TR B4R Z A, Hig 4
IRXTERIRE T = HIRESE DNA JFol 78§ 1
(953 F-HIL ) ke = 7 A0 B A o FEAH G B — Bt a] L
RE MG L =T RESE DNA JFIITERE
ERO T HEEERIE B B DNA £5f(non-B DNA
structure)s% i DNA & il . JEHEE SR BR | EAE
AR, IRl SRR AN REE, h
BRI | FA LA R s Bk B2 H B RS
HRFgE R, Z=/DFEANEE . B Rk (Saccharomyces) . £k



% 9 BRI EEAE T N BT MRS AH M) = R E 2 DNA JFFIASER 8 P AL B 57 a8 e 837
*1 E=ZFRESTEAXINERERLS
Table 1 Summary of the trinucleotide repeat expansions associated disease information
KA BIRAR B =HHRE S L CEN Y N A "Xk &%
52 DNA 731 454 E L HER EE ErE Sk
PolyQ  Afifi/Midkyr ki 1 2 ATXN1 CAG ORF 6p22.3 6~9 41~83 1993  [16]
é? R/ MK LT 2 Al ATXN2 CAG ORF 1292412 14~32  33~200 1996  [17,18]
Megep CARB/NRILHT R 3 8 ATXN3  CAG ORF 1432.12 12-40  55-86 1994  [19]
BN R 6 A CACNALA CAG ORF 19p13.13 4-~18 21~33 1997  [20]
HHEANR LT 7 A ATXN7 CAG ORF 3p14.1 7~17 38~120 1997  [21]
AN R 12 PPP2R2B CAG 5'UTR 5032 7~41 >51 1999  [22]
BN P R 17 7 TBP CAG ORF 6G27 25~44  47~63 2001  [23]
S 1S B HTT CAG ORF 4p16.3 6~35 36~250 1993  [24]
8 S A UL 25 AR CAG ORF Xq12 9~36 38~62 1991  [25]
4k polyQ 2 X LR Ak FMR1 CGG 5'UTR  Xq27.3 6~53 >230 1991  [26,27]
“BH Stk X BT (B T-VURGATE) FMR2  CGG SUTR  Xq28 6-53  >200 1993  [28]
%g 3 % BRI A FXN GAA WEF  9g21.11  7-34 >70 1996  [29]
REMENE AR DMPK CTG 3UTR  19913.32 5~37 >50 1992  [30]
AR/ MK AL TS0 8 Al SCA8 CTG ORF 13921.33 16~37 90~250 1999  [31]

I (Caenorhabditis elegans)mi A 24 il & (human cell
lines) & A5 A W th PO AH G 1Y A% H IR EL . DNA
R PRI AR et 2 ol A8 JE " (Bedk)RY,
AN B FE A A R IR 8K (§74) . B ot
PRI, AR Z A A A 4 BT 15 21 A A 90 25 R A 3l
B HAHECE A B S, P AR ME X A AT o] —Ff
ML R AR, AR ME B IE BB B RS T = R
HE DNA JFHIERNT BEHLH K 55 & AR R
FA B BEAL AT LT AR 4 £ 4F i 9 4
5, JFai e NEERANARA S = T REL
DNA 34 LL4li4 (pure repeats) FlHE 4t & (interrupted
repeats) 2 oA Ir BRI AR E MR 2 7, AR SCsEik
BT AL TR E SR DNA JF AR E P45
B L 58 75 A B 5E (base mutation instability) F1 &
ALY HE R AT SE (repeats expansion instability),
FEEE X AR ST 1 B AN FRE 1k & AR 1 43 AL
1T T Rk,

1 ZEAFIRHE S DNAFSIANRE B K
RN #7155 PG IR

“HHTREE DNA JFEI5 I 00 J5U A Al 73
Oy A DR Ty RE A 2 B 25 i ) D BE A A o 5 R A

TIRE e AT S HAE it 22 LU Y e AR Bk sl X
(58 e N (T o P s e PN B R D7) BV = A e i O]
S A U] — g L e o R Bl Pk 3 X A P A%
{A BB SRR E AN RRE MY A S 40
PR, TR R SRR E T RE,
ML R B HE 8 DI RE ) 228 . RNA B8 F K
- g BE P AN T AT G X A S
B S, DRI T RESE P 2 TR S AR H .

T oAt Sy ke o 3 R IR Sk ek 2R B A ) B Y R
B0 ety mRNA BB Y s
AR R R IA KA K i T T ) BELRS A 7 3
R S, DRR B i 2 TR Y e S ) DA S W0

SR 3 R e Y i, B RS AT fE S
e R-FF(RNA-DNA Z438{K), Pl S35 1 — 04
M2 B N 58 7E FRDA w1, i T FXN g
Hrh i) GAA EEFIIEL T R 454, T3 RNA
U 45 it G 125 308 e M T BEL 5 35 TR ) T o s s 2944450

HOk M L UEYE R, HELE A PO [ B R
R el 59 AN AR L SRR UM RNA 2 5240
BRIERC T , I S ECHRE A , 5 2 R AR I A% 1O,
XL RNA SE A8 A E A, Bl L E &
Y1, $1E mRNA (9529 Thomas Z:181% 3 i 9k
HE AP RIS E & GC Y RNA (RINE A HEH
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BeE5, (HAZ 2R R IERG AT RNA 85 5 H %5 HEE
TR SRS AEEE AW . B AR ERm
W ST, Flln, CAG HEFH|4 i
Z R A BN Fr Bt (polyQ FrBt), polyQ FBifiiRifr
BIE W B-Hr B LE 2 R B S A DA T 4
PGB AT R, B AE 2o 4 i I S
TRV o T A1

2 ZHHIRESE DNA SRR E R 7
T-HLE

NZESE R A KR HR I FE A DNA 51RO,
FB ARG ORI 2ohr | i A S e I R 0
TP, DR ZEEREESL DNA FIER
S BLARIY , B = AT IR E R DNA JF4
S5 FRMAY B REBER (R 1). RIMIREIL,
SERAHKEH = ATIRESR DNA FHE % ST
Gy F A RS2 B R 5 St L BRI 5 B e e R
G tn, W =T IRE R DNA P 5 E i R
NN B PR Gt R A P11 O T
4 GC I =A% W T 5 DNA JFH £ % A 8 P 34k,
MTUUEREL A (1 an FXS. FRAXE)EK & K H &
FEMTTNITELA RNA 255 E A (B DML,
FXTAS. SCA6., SCA3)A, 7= 72 il FC Ao 1
PEE SRS R P 8 A 2l i & U S R =
BAF IR A B oo AR s g, W H
T4 T AN ) 08 43— DL ASE 3 1R e g — A 1 IR T
52 DNA FHI 5 s ML

K2 ZHEHMEE DNAEKRIE B & DNA ZHK4EH

2.1 3E B B! DNA ZZR & SHIY 1EHLHI

425 Ml B #F9 4 (B conformation)Z 4k, DNA
Iy FIRRETE AR E 2 TR E B A 2% 2544 (non-B
DNA secondary structure)®™!, 5 = 1M & B A e E
A KMAE B % DNA 5K 2, £ 25 T =
AR 542 DNA ¥ Friie I sl i “slipped DNA” (¥
Jit DNA). H-DNA . G4 IR/ FIE 55 Fo X 1Y & R 45
FdE FEOEA (R 2), X 4EdE B A DNA 2454 —
H A BLE DNA Z 6l B 5 | S GG skl & b g
AN F=HATIRES DNA FI IR A fa
SE RN A B 38 RN R AN AR T ke A o

2.1.1 DNA # BLE_ %) b

DNA ¥ Jii6 52 il (slippage DNA replication) i 54 il
B 1o MR A Ay N7 R i T AH DG Y — A% IR
5 DNA Ty o 1E S i U8 A ik A% i 14 B ) 38 1) dke
4 34 A (deletion/insertion, D/1) (& 1)P%571 K iy
RIMIFFEUESE R , RS ) =A% IR B & DNA J7
Fmf, DNA i< 582 DNA FF oI B % %
A BRI, SRS REER 3 A ML TR
MeeE “Im45”, Ria S ELFIhR I —HER
BB, FEHTIEFT DNA ZHl(K 1), X DNA &2
TR =R TS DNA HIFSL X By ol B £ ak
FH AR, RS DNA R Al DL i ik
HMSEER AT DL IE, (FOZA R IO il R A A A
STEE T I SRS TRE MY, 1T LAt )
ANEE Ty KA WICE R 3G A AT e MR e 450
I AR L eSS N .

Table 2 Schematic diagram of non-B DNA secondary structures adopted by trinucleotide repeats DNA

Ik B B! DNA — 245y Slipped DNA H-DNA G4 {4 TR REH
IR (N N 0
§E r— |
— EE ——— |
g [T AREREEN T [TOOT OO (O
=R E R DNA J74 A 10 =R RES GAA CGG CAG
TTC AGG CTG
TGG CGG

CCG




%o B4 N 2B T PR A E 1 = R H 52 DNA 75 A Fa 8 ML BTF 7T 3k J 839
OHHHHHMI B AT S e 448 1 O e

LT

— —

l A3 S R R S I A

Q

LTI

B 1 =#%EHHRES DNA FIWBHEH

Fig. 1 Slippage DNA replication of the trinucleotide
repeats

S AE S RE, B A e 3B I 45 3 5 DNA R4S A ; &

T B S B AR ST, SREE AT RS

2.1.2 DNA 4k T

KA DNA I B A5 7 JG vk 5 55 i e L4 2] ) 3R
%, W E ML RIS DNA Z il 5%
1652 R 41 SR 7 P OUE DNA B g% 2 DNA
PR JE TR R TR DNA 254 (H-DNA, G4 HERA |
ARSI & RS (M LR )% = AFIRE R DNA
JF 5047 1 FH R AN F R P 9 T BE BTk
2.1.2.1 H-DNA 5=FHMmEK DNA FHIAFE

1987 AFF IR 1 I - E £ TR 6 52 ) 4 AT
DI 80T = 18 DNA 2544, #5 7k H-DNA (£
2). EfiT#E /T N Hoogsteen B [ Hoogsteen
i 3 %ot Mk B L K - M AR AR E B, — 2k
DNA %38 it 47 17l 5 %65 i 4 AR B 45 5 T2 i — 82
H-DNA B WA 7 MR TiE DNA HO2 AR, R
BAEF N FZEA T DNA 2T, H-DNA 4578
B A, XN ETE R AT RE -
A HEARSFVE . B AT T RE Y & DNA & i K%
SRR AL, SETE AR R, 51 kMR s R B,
It H-DNA [ 5 mT &4 — 1T R & 52 DNA JF

2.1.22 G4MEAS =M ESE DNAJTIIAFE

G4 BRI R LR TR P BRE A 40X, &
JEDUEE DNA 2588, 24 n-n SEAH B AR R . 78
A BHE TN RV I AEAE T, GA R T LI e A7
(£ 2). G4 MEARAZMFMHE, DR
M FEAE TG ERA T, EANSEEZE
Yo AR B — 6 BRSO H UL . BERETE I G4
TR = %17 R 5 DNA JE51 /2 CGG., AGG Fil
TGG, Ht CGG HaufEltt X Yt ikzr GNEAEN
N2 L PR AT VEBR HE IR, 1 TGG W5 AR
ik PE 14932.2 YL fRRLELE (recurrent 14032.2
microdeletion) 5 56162 G4 IR TT LT 45 %
SO IR A B S M B AR DNA O RUEE T4,
XTR & G4 IR TE = AR E E DNA JFFIA R
SEPEY IR E HEAEA
2.1.2.3 THESECHI AR RIS = R HE E DNAJY
IR E

R HEE McMurray 32562 0E I B & 55 &
R LEH (L FRTE DNA +7IE 8 S-DNA)®, iy 1 F i
¥ %38 35 1F % i Watson-Crick ff L% 5 B AMY T
I DGR KESBIE (R 2) SEIEM] = TR E R
DNA J¥%1] CAG. CTG., CGG #Il CCG &8 il &4l
Bei & K458 . DNA +FZIEH S-DNA TEJE 1ish 1
2 L AE7E 22 504 DNA I B IR 221
B B B LR, AR5 DNA B8 FHE KB B+
JE 5 T S-DNA WIFT 22 5 fifst —BUs K 1) DNA, 4K
Jr il i B DNA SR TIR K BT, PR AG GAE A ) 2
A, T S-DNA JCvE % 5y Akl Wik DNA.,
¥ ) DNA XUEE JEFF 1 B 5 i & R Z5 TR Fh 7
Fi2f b 45 ) T 58 4 i 4 7 DNA, IR T 72 DNA 2 il |
SR L) KM A v LA
2.1.2.4 J:T3E B % DNA 45 # 0 HAb AL

—HATIRFEE DNA JFAIE HinvdE B % DNA —
PAER T LA B A 2 i AP IRE R DNA 7
B 6 30 210 PN SRS DNA A2 X, DTG 36 A 4%
HE PP WARCEEN P Z R, XL g
Al RERE ORI = A H BRI P AR E . SA
KRR LFE CAG EEY WA siRNA AJ LI
iT RNAI TERSME SO RS RE AN, 31X 2 /D3
S A LG =A% FR AN RS PR AT AR 1 SIRNA R
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R RO s R FH A R 1 S TN P (ZFP-TFs) Bl &
CRISPR/Cas9 4! [1] CAG ik 5 & J7 51 e 5 1 AL 5
AR TR 2R IK YR TT SR W TE /N BRUIG T SR A LT 1) T 52
P, IEE/NERAE T AE 2 . A8UREESE . B
PR S 2 7 T AR B O Bk Ah, EA ARG
fI3E AUG B & B RNA Z 45/ RS 3 5 &
JE AT FMRL RNA B 00 G R P 25056
SR DB R R TR B I DNA —%¢
LSRR BT R R R AT IR E R DNA 7Y
B

22 ZREEBEESE DNA AEEH Y E i
HLE

2.2.1 “ori-shift/switch” #£#

CA MR BRI, PR =R E
52 DNA JPHI A e 1T LR B 1 X DNA & il J7 )
AT E o A NG L T “ori-shift/switch” #5251 (5]
2). AR AV E A T A i = TR E . DNA
P55 42 AL AR 5 ori Z [A] & 4E T DNA 314 A
(B 2A), ifi T = HmREKL DNA JTH—MHE
il Lt 6 A G, H AT A B i R FH A B — il
DNA & il sth AT 52 i (] 2 B) o 3 b 52 il 5 1] 14 2l
AT REE R E R DNA JFAIMER etk
AR, DT 2R3 A7 S 56 sl PR S5 B v o UL Y

A 5 ori
— —
5
FE 34l A ST L A5
orilfi B AE
5 ori
— ———

2 ori-shift/switch 1%l
Fig. 2 ori-shift/switch mechanism

SHATRRESE DNA JPAIRY B AR A
RISRIA T =R EE DNA JFHI R E T g R
RAEBE 1 Bk T8 5 ol 21 A i 37 a5 1) 8 5 (1
2A) B 52 il AR 07 5 1 B (18] 2B) o HAT 531 7 1Y
“HHMRHEEZ DNA FF O B A7 0] fE 235 i 4B it
DNA il ia iz i, Pikfie % DNA & il
TR LA A o IS TR R LA IO B A A O Y
“HHPRESE DNA FPHIAESE MR U il R B
CEMET ARG, RIYEA YA DLROR B —E A
HZJm, MR = HFREL DNA FFIla@Ak N

2.2.2 R-IFRAFH T HAALH

AL B AL AR TR TGk 5 5 14 Ak e = R TR
H 2 DNA FPII A TRE MY 1Y, 22 T ZAF IR
FABUHAAE 2006 AFE KR T R FHYY 1Y
BLEIT2T, A W SR ARIE Y, BRIP4
20 M 2B I aE B TR T O, 2 A O ik B A
o7 BB 23 3 AR M TE VR Ak A 4 . A 2 E A X
AR IR BIRRE B A IR E S DNA JFol&
B R A B DNA S, A PR — 20 1wt
FERW], G ROX — R EAE R R 7R e g R
WL T REAT o G A R A, AT U SR TG i
IEH AR R, X 3R WA i B s e H
AP AR R (R R 32) o 8 5 X X 88 = A 1Y IR 42

B & ori attori
; —
—— ——

5
EAoriK i,
W B dori
5" Kifori ori
— 4
—— ——

A: AR = IFRE S DNA 5 ori IE WIS K =BT ESE DNA JFFIY W sis e ; B: BE)FH— MK & Ik R,
PE AL T AR — D B Bk B R UG 7 i, ATl T 2 PP 9] kA S Bt 2
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BTSN ERAT MBI AH DG I =P R 5 DNA JT7 81 AFa 8 MBI BT 5T 2k J 841

DNA J7 51 Jr B i it — 25 o3 e A B, 5 A R Bl 3 58
T HNERR K = R ESE DNA JF 5] k%
LG SRR Ty, DT 3l G b 200 Jf A4 4 0 1 5
T A BE AR A B JoE 58 748 5 3 S e 2Rk K = IR E &
DNA J7FIK SR Rl b5 78 JE PR 4 Sk R el R IRD A, A
SO 20 ML I B . X IR MR T, TR SR
AR, IR B A Y A A S A R ) R
¥, X — A5 o B S ) AE R AT, SRS & —
RYNEE N, ARG S 2k 5 i 40 AT 4R T i
FHIF R Ia) 8, Tk B % S i fg N B Z PR3, =
A TCE A R B R AT B HEN IR R
AT T AL DNA B HIEG , JRARTCE IR &
AR WA KEZ TR AT K E K
L5317 DNA S8, A MK HE P IE AL T
PRI RN, SEG R R AR, AT~
S8 T R Y LA O
S ST ZAE RNA RATEMHEAL T, LIBUEE
DNA i) — 54 AR & i RNA. IEEEIE T,
R S 7= 1 RNA 5 T M0 5% (0 )5 77 5 DNA
B GrTE, LIS VPP S5 54 T I S SRR IR S 1) DNA 43
TR BB DNA, {HALFE A TR 78 1 1) —
eI % IS R, K AETE GAASTTC . CGG+CCG
FI CAG-CTG i AH I =% T PR &2 DNA JT 4]
AL BE R 55 ST A Y RNA 4038 3 XL 5 1
MR DNA 7371, sAR%S 5 d8 515 DNA Z M8
A RNA:DNA Z=32 {4, Xl RNAIDNA Z258 K 5k
Bt s — B RN R-FAEEES], R-FRESHIAYIE WA
I PR G SR A A R IEF i, G S B IR B
SIRBEE RN . Y R-AFEBMREE B, Ea
T HEAMO TS, IS & JE B DNA Z5H 1 TE A .
L, —J5 i, R-PRAE I I PR 358 Al s 48 1k ad
FrREZEEN . 5 —Jrm, BRI ik
sk, R -k ehge, IR 5| R B i A
DNA #EK%4(DSB), i AL HAANTE . X —HLi
AR AT LSS 36 1Y AR H R SC g TP s B LA . AE
SR R AR REIA K B, 4 CTG HE T A0 T
SR I A AR B L AR R A CAG
=05 1K A BTG S | s O 1 BU O 5 JRak 7/ bl iy
PAEREME DRI CTG T MR RS E 1
CAG TV B G G5 BB AR 8 (Fr K 2R) o XA 1L
R TR EAIRLL CAG T JF Y NI T %

KL CTG H A ¥ 81 R Mt 47 e 3% T HAL 14

223 FRERERRTHUMRL =ZHFBKRETL DNA
B o) RAE &

ANFKIEH A p LLai & AR s A X0 i 5 10
PP () =A% iR 8 5 DNA JE51 (18 3V, Hirfr,
i A A 5 A0 A9 G TAA L CAA =41
R #E5 DNATFAI 2 LI &4 8 N E & Hfy K DL iy 4l
G, ATG. GGA 1 TGG N P 8 fiy
B2 TH%T 100 WAL G IR B 2 Tai &GI8
K (E 3). MSBARE VI —ZHRESL DNA
5 i) CAGSCTG . CGGCCG | £ LI & B %k
INTEET 8 Mai G FTE, i WG RAIEK
T 100 R4/, 1 GAATTC MR & E
M2 T AT 100 R4 IR 2 T EE
¥k 8 M UL a4 B2 (E 3).

AU R, FIHwETFRAaES
PR AR TR E R DNA JP 5 2 th A4
#F—> DNA AR FE, B4 ) g 0 8 4 7 51 i
HHNHER R —E AR, ISR EL T LN
aiGEHE)FH, RDBILTAFA BN F I 545
B al AT = AT IR E R DNA JFF, B ARix
Fl DNA A8 B {EA 5 T =& R 52 DNA 51k
PFTREZR B P 38 A . YT S B g2 A
S EHUETS T, PRk, FRATHEDN DNA Bk 58 25 [
EA BT RE S = A PR L& 4 s 1y 1R R

ﬁ 6000 x 120 ﬁ
b BATFETSAEL =
& Hfrwaam= {100 &
i BT §§
3X 4000 f OATFEF100 I 180 )
11 AR AR AR = =
g BHMERFI {60 5
= B
ﬁ 2000 } 140 &
P =
i {20 5
a 2
X0 B | -
3‘; TAA CAA GAA ATG TGG GGA CAG CCG CTACGA =

SRR A w

3 ANEEFHD=ZZERES DNA FIIHSH

Fig. 3 Distribution of trinucleotide repeats in human
genome

Z: W SCHR[77155 S B0 B 5 B o
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PRI X 4) Y =AM 5 EE B H k5
— AT, JPHVAS B 23X Bl I il B SHL A . 1T
UL )15 T A1 15 DNA R4 Rl %4 (DNA polymerase
switching), B A AT RO 1R DNA
A Bl T Ad AN AL X TG M) DNA R4 Bl 2 il b
T DNA RS A =R E L DNA ¥4, 75X
AR, AR TR AS 6 2 E H MutS (%) I
MSH2-MSH6(F.#%) 5542 5 H i, X FhE &L 5 il
KT SR RMEFNEE S 0 AR . A T IR X AT fg
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