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ZARRNAR T S5HEZE R G

1,23 = 1,2,3 1,2,3% 5 ~ 1,2,3%
FT—7, €22, TR, FHE
(L KRFEFEMEINETERERILERELRBIERESFTFLFS, M 310057;
WL R FEFIREAFHRAT, N 310058; AT H RIS S X F B REEFERE, A 310058)

BE: 2R ABMBRERMOBCmMILE, AREBARLRE A2 RNAL ., 22/MRNA K F
Fr 13N BB E S AL E . &R T RNA"FtRNAS LA 240 5 AR 5h, H A 184 £ A8 o A2t
B ——FRNA. ZFARRNAKL E A ZEBARDNAK R T & 5 KK, 7T —FRNALMATh it &L 42K
T, AT EEAZTANSRAERERAZOH R, RERAREFETERSIANARERA, oiv
ZERG, AR, SEF. KUKEEENBMHTE R AEERERZ L X EXEARRNALZBRRE, &
T EmpLE, AR R ARG T F &

KEEIE: &R (RNA; A2 R %EK; BmE; LEE7

Mitochondrial tRNA mutations and neurological diseases

GAN Dingyi"*’, JIN Lihao"*’, WANG Meng"***, GUAN Minxin"***
(‘The Children’s Hospital, Zhejiang University School of Medicine and National Clinical Research Center for Child Health,
Hangzhou 310057, China; *Institute of Genetics, Zhejiang University School of Medicine, Hangzhou 310058, China;
*Zhejiang Provincial Key Lab of Genetic and Developmental Disorders, Hangzhou 310058, China)

Abstract: Mitochondria are the key organelles in eukaryotic cells, responsible for energy production. Human
mitochondrial DNA encodes two ribosomal RNAs, 22 species of mitochondrial tRNAs, and 13 essential
subunits of the inner membrane complex responsible for oxidative phosphorylation. Two tRNA"" and tRNA>"
isoacceptors are found in human mitochondria, while only one tRNA is for the other 18 amino acids
respectively. Mitochondrial tRNA genes are hot spots for pathogenic mitochondrial DNA point mutations. Any
change in the structure and function of tRNA may introduce a significant impact on the mitochondrial protein
translation system. Mitochondrial dysfunctions affect more than one type of cell, tissue or organ, for example,
nervous system, muscle, heart and so on. Herein, we summarized the latest research progress of 6 neurological
diseases related with mitochondrial tRNA gene mutations, as well as the molecular pathogenic mechanisms
and gene therapy of mitochondrial diseases in the future.
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B Al RBURS, TR A R G ON L R R
AL, H A a RGEASNE S RG22 5
sem . ARSCH E A H S KRG RLR R A
KL RIAARRNATAS

1 ZRRI{KtRNA

LR R AR R E AR PO, @R
L ER 1k (oxidative phosphorylation, OXPHOS)##
PEAH A5 A A BV B AT 75 2190% M ATP . [FIR, 2k
WL R A2 P AR R A B TR O gl R, S
i g. KEES K, HS5HBRN. 985585
JRAEGE R FIAE A, 4 ) 40 B 45 B 1R B 1 Bl
BT,

NZEFiADNA (mitochondrial DNA, mtDNA)
2K 16569 bp, G375, W2 rRNAKE
K. 22MRNAFE K A3 5 5 b iR A AL R 1k
(A L IR o A% 5 DR 4 ) 4 5 3 4 90% b
SRR SRR T BEAR S R Y. A%
KA, mtDNAEAZMEGRY, #0H 801
FARME ML, REASR AL FE R K110~20£5",
mtDNAE 40 A A% S B AL ) i, 2RI S A
MIBE R, BIREE K mtDNAfE 3 45 it 1 £
B A &) L HmtDNAfE IS ZS F—RY. H4ii
S AL BT A mtDNAFSHI A, FR 2 A [ o
v [F] — 20 B B 2 23 v ) B A7 AR R AR A A B A 7Y
mtDNA, MIFRZ A5k,

tRNA R I W 2 B B RS 5 E A AEY)
AR — 2R AEgRILRNA , 3 H H160~90 M IR 4L
B, AR R = AR —— AR AR
WEZEAR . OB T 2530, AIARIR . TWCZE/AR A
ZRFERI 2 2 (E DD . N A% DR 4 4 R it
400FP 40 I I tRNA , 177 224 28 Fi A4 tRN A N 4= 345 i
mtDNAZ 5o BR 1 57 20 R A 22 S 1R 4 ) %of 82 2
tRNAZESZ AL, HoAth 1 8Ff & FE R 35 Xof 7 — — o
tRNA, [ AT ] — Bl tRN A 45 44 5 2 g R A2 i
AF ] RE R £ kA T A R R Y R
Wi s ZRLARtRNA 045K rh I AU X FIANBR 5E
H19E Watson-Crick Bt X 2 & B & (i i, FF HAR A A
B ZEXAIAX, (RNASTAYH R fok 18 A
D-ZEIR N, BRIk Z Ak, NZRRIRRNA A7 7E
KE MR E B, 18R T 137N A AL

00000000600

OCC00
() [0 TYCIR
T AR MEREER |11

FE2TREA

El1 tRNADF-RLEHREE

M, HEFREHE18.7% . LRARNARZZ
iU ¥ rRNAAMImMRNA 2 [8] 5 Z 5145, 075038
i SRR Nase PAI3 IR R Nase ZIBIY], B
JUmRNA. rRNAFIRNA®, tRNAZ Z Rl 1R
BN BEAS 1 737 2 BUBILIE 1) RN A o S HE -
tRNA & Hi i (aminoacyl-tRNA synthetase, aaRS)ff
O RCARNA S H0E 7 22 5 1 - T) ) P A s 2 A=
A HE B -tRNA, N R A TS € & A 1
(human mitochondrial elongation factor thermo
unstable, hmEF-Tu) Ul /5 2 JEBE-(RNAE AL
A AL Z R R W AEhmEF-Tu/K i H 2 &
IGTPF™ A4 [ RE S K 7€ . EF-Tuwill i —Fh#4 7y %
FRY R AL ORUE B B RORS B 1, R IR R 2 A
BEAL WA 2 B EF-Tuil 3l - R 97 2 W -tRN A
AN 1 RO A
LR R RNAZE R /2 mtDNA ) 58748 # i X 45k

N ZR A4 T D] 24 098 P2 (https://www.mitomap.org/
MITOMAP)H 5 5775 AH 5% B mtDN A Z A8 #3980
A, RELRARNAZER Fr B AL i mtDNA G K
[K19.1%, {HHRAHH L3601, & REHH
fR137%. SR tRNAJE K 5828 1) SO HLEEAS S AH
&, J3 LR TS A 763

2 BARRNARRRESHER SRR

2.1 SehrRRAL R+ S FLBR M R FF A A AE
LA TG UL A v FL IR AR R A b R R AR


https://www.mitomap.org/MITOMAP
https://www.mitomap.org/MITOMAP

T T, % ARIRRNARA 52

2 R G - 625 -

(mitochondrial encephalomyopathy with lactate
acidosis and stroke-like episodes, MELAS)/& i i
JLAVRE 58 B2 1) B 2R 8 A% PR 2R A 5 2 —
R R2~40 5, w WG R R ILEHE: 2
FRIR T B TR R AR AN A T R R AR 1) Z BRI DA
Hir. WA BIAMWZ. K. ek, Ur
TR F IR S MM S MELAS K%
7 HmtDNARA SR, HAF12tRNAZER .
MT-TF. MT-TV. MT-TL1. MT-TQ. MT-TM. MT-

FIMT-TE(F1). HAPBIL80%FIMELAS & # #5747
A3243GRAM, KogaZ "R I, A3243GRAIE
AR ERER, GHFLeighZi & 1E
(Leigh LS). #EAT T A1 HR AL AR 55
(progressive external ophthalmoplegia, PEO)F1ZE %
AHE RIS -
2.2 f R B A AR AL £ 4

UL 25 A S5 A1 14 2T 41 4 (myoclonic epilepsy
with ragged red fibers, MERRF) & —FA] )\ JLZ 1]

syndrome,

TW. MT-TS1. MT-TK. MT-TH. MT-TS2. MT-TL2 Frs

LRERFMZ R, EREIRKEINE K

%1 MELASHXZRHRtRNART
HEH AR Rt w5 & FHE REE SEE
tRNAPh G583A 95.56% 7 ACCstem  — + [15]
i;z:::::% tRNAY! Al1616G  86.67% 15 D-loop + - [16]
“;é” e A1630G  1556% 31 ACstem - + [17,18]
G .;'3’899@9‘000 A1640G  80.00% 41 ACstem  + — [19]
M:/\.."“‘/ ) .O M Gl642A  26.67% 43 ACstem — + [20]
F§§ G1644A  91.11% 45 Variable loop — + [21]
,_;.:g(; - tRNALUUR) A3243G  97.78% 14 D-loop — + [13,22]
O?O A3243T  97.78% 14 D-loop - + [23,24]
G3244A  9556% 15 D-loop - + [25]
A3251G 9333% 22 D-loop — + [26]
A3252G 100.00% 23 D-loop - + [27]
T3258C  88.89% 27 ACstem - + [28]
A3260G  100.00% 29 ACstem - + [29]
T3271C  8222% 40 ACstem - + [30,31]
T3271d  97.78% 40 ACstem - + [32]
T3291C  91.11% 60 T-loop - + [33.34]
{RNAGH G4332A  97.78% 70 ACCstem  — + [35]
tRNAMe! G4450A  97.78% 53 T-stem - + [36]
tRNAT™® G5521A  9333% 10 D-stem - + [37]
C5541T  100.00% 31 ACstem - + [38,39]
tRNASHUCN) T7512C  31.11% 3 ACCstem  — + [40]
tRNALS A8296G  93.33% 2 ACCstem  — + [41]
T8316C  75.56% 27 ACstem - + [42]
tRNAHS A12146G  100.00% 9 A-DJunction — + [43]
GI2147A  100.00% 10 D-stem — + [44]
RNASTASY  G12207A  77.78% 1 ACCstem  — + [45]
RNAMUCUN  A12299C  100.00% 35 ACloop - + [46]
tRNACH A14693G  91.11% 54 T-loop + - [47]

e 1

5 BT 2 MITOMAPHASFHFIZRAARNA T B LU RS 2% CHR[48]# 44 ACC stem: #%%2%; D-loop: DM/ &R

WEIEFR; AC stem: XEFLT-Z5; variable loop: FJZF¥f; T-loop: TH/TWCHK; T-stem: TZ:; D-stem: D2%; A-D Junction: %%25/DZEE

PeAZH R AC loop: [REETL T,

R AT [ B B B (R 81 D),

— IR [ BE B A (KR I (S 1))
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PO, A TS R AR CE DER . St
TRk, VRS, WIAF4EREL. MR, 20k
RIS S0 FRAE B B LN P R 2, UL PR 3 A e
REMLE2 31| 2 22 ANFF L 2F Y (ragged red fibers,
RRF)*, K, MERRFEEI R, B, N4
WERE . O BB KRR, MR ER
Fig i 8% . MERRF 550 WL (4 J5 R MT-TK b () 58
s RO B HABRNASE RG] L, BiEMT-
TF. MT-TLI. MT-TC. MT-TH. MT-TE. MT-TT
MMT-TP(F2). i, A8344G%7%% 5 MERRFH
180%~90% , Ik M1k &5 i &2 & W) 1) 2 Fh ik
f°Y. MERRFMIJSIRNARAE KL & R RN, 7
5 B A R AR 2 A 16 4 5 T B OX PHO S ik Ff A
e PAC 22 74 g 72 E R 7
2.3 LeighZZ &1

Leigh%g & 1iE f& — Fh ™ 5 i EAT MR i 22
BATHEE R, @G T 2L LE S, 7MA K
NRIRIFA o W ARE IR 5 2 R 9 A+ F132 30 K
HIRZE. PR WUk AT . WA Z4.
WO RAEMALRIR T #5Y. WBRF LW RN
A0 JES R B A R FR AR A . LSRR LI
LRRIAR PR 2 — , HAN A LR A A B
EA4 NI, CTEZ R b 4w il 754
FER B AR, Ho AL 7R 2R R AR RN A (1) 3
l: MT-TV. MT-TL1. MT-TM. MT-TI. MT-TW.

MT-TKFIMT-TL2"Y(#3).
2.4 Kearns-SayreZZ & 1iE

Kearns-Sayre%f & 1if (Kearns-Sayre's syndrome,
KSS)& — MR F WA Shi AL, i L =Bk
fEE e 20 B R < 18 VEBEAT 1% A1 R UL JRR
(chronic progressive external ophthalmoplegia,
CPEO) I {25 WL W 5 A . KSS £ 3 Bl A Rt 30
O AL TG, 2 5 R0 26 2 B0 IE A ZE 1
WECHRFE . BEAL, B I W] A H I N I 1 L 5 2k
WL BN BHEL RN N W R S
o 90%IKSSE LKL ADNA [ — A B2 il 2
BT AR I, DK SS HI B AR RN A J R Je AR i
e HAT, CARIE3N R RN AR K 5K SSH
K: MT-TLI. MT-TKFMT-TL2(#4).
2.5 Leberiz {5 4 {1 H LR

Leberigt & AL #H25955 (Leber hereditary optic
neuropathy, LHON)/JZ& —Fh 5= WL i) 2 b A4l # 2
J9io LHON [ BRI = BRAERFAIE 2 A0 7L Sk Ji FRl B4 i
Bk, WA EMATEEMK. FOLRIRK
MEEERUMTLER. WKERI BN, L
i Wbk, Rk, TR A
S AR T 4552 2 . LHON FHmtDNA ) 805 2848 it
W, BYELFR, RO SR TE15~35 40, 95%
L EHRILHONG #l 72& 1 2 T MT-ND 43
(G11778A) MT-NDI1Z:[H(G3460A)MIMT-ND6%:

#2 MERRFIEXZHRIARNARE

A RA P71 s PE FEFME R S5k
tRNAPe G611A 100.00% 34 ACloop  — + [53]
RNALUUR) A3243G 97.78% 14 D-loop - + [54]
< . G3255A 100.00% 24 D-stem - + [55]
A8296G+—@—-O) .
O-@—Gs361A tRNACY C5820A 91.11% 7 ACCstem + - [56]
0-0
csoon . OO rssec Gisoera tRNAD® A8296G 93.33% 2 ACCstem  — + [57]
Azzuu“m“ .70 / /OO
3121474 — 0, _
5 A v & Ceed oC A8344G 37.78% 55 T-loop + [51,52,58]
8 patee S e T8356C 2667% 65 T-stem — + [59-61]
060080, s ! . _
_ ] G8361A 2667% 70 ACCstem + [62]
| Q0Q00 e
Y. &
st §:§ G8363A 95.56% 72 ACCstem — + [61]
ol p— tRNAMS G12147A 100.00% 10 D-stem - + [44]
s OO“’””””“ {RNAG™ T14709C 95.56% 37  ACloop —  + [63.64]
tRNAT" A15923G 100.00% 38 ACloop  — + [65,66]
tRNA® G15967A 35.56% 62 T-stem - + [67]
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3  LSHXZ&RIIKRRNARL

HH RA TRspIE s E FptE  mEE %S0k
tRNAY! C1624T  97.78% 25  D-stem + - [70]
87§_> - Gl644A  91.11% 45  Variableloop + - [71]
8:8 G1644T 91.11% 45 Variableloop — + [72]
e (RNALUUR  A3243G 97.78% 14 D-loop - + [14,73]
A3243G  T5523G O_O OO
ok § Nefiocooe OO tRNA™ G4296A  9556% 38  ACloop - + [74,75]
Ll
8 SoRo o O.\cz tRNAMe G4450A  97.78% 53 T-stem - + [69]
0000e, \
Co- 2~ O.foo.o\ oG {RNAT® T5523G 20.00% 12 D-stem - + [76]
C1624T / % \ASSSOG A
AssyTAT %@ GlssanT AS5537AT  97.78% 27  ACstem - + [77,78]
P <L - A5559G  3333% 50  T-stem + + [76,79]
- 5 & tRNADS A8344G  37.78% 55  T-loop - + [80-82]
G8363A  9556% 72 ACCstem - + (83]
RNALCUN  T12297C  100.00% 33 ACloop - + [84]
4 KSSHHXZAARNATRE
BEH R TRy ETRs (A= FptE it 250
G RNAMUUR - A3243G 97.78% 14 D-loop  — + [86]
§i§ G3249A  97.78% 20 D-loop  — + [87]
e e G3255A 100.00% 24 D-stem  — + [55]
ooT C<))—OOOOOOOOO tRNADS A8319G 82.22% 30 ACstem  — + [88]
O [ L] O
e o000 S0P RNALCN  GI231SA 97.78% 52 Tstem — — + [89]
O
® 00080, 5
O’OOO G12315A
G}Z{O/\ mis" 8:8
A8319G ‘/8:8
o O
O O
050

)

(T14484C) 1) =P EE ARG, A /> E0w 2
HH 2R A tRNA KL K R AF 1 il . K2 85 LHON
FHRIItRNARAL 4k R RAL , RAZAR G A 2 LT
EELHONYEAR , (HX} 5K F 48 (I LHON K A Rk A
BHAEH . B Al S ARE 8 AN 2R R AR (RN A ZE [H 5
LHONAMZK: MT-TF. MT-TL1. MT-TQ. MT-TM.
MT-TA. MT-TE. MT-TT. MT-TP(#5).
2.6 12 HEFITIEIMRALARE

18 ¥ 33 AT PE SR LBR S (chronic  progressive
external ophthalmoplegia, CPEO)-5 Zk¥i /A Th g
15 1) HCARE AR (R B 2 A B, i PR ARRAIE 3R B 9 M HR
WURRE . Ei T, IRERisshES . Tl
T3~ e ARG B A 2 M W g 4 2R R g AT M T A
Me, FEATAEA R O IR R i T LA
TR 12 CPEO EE 7 ik, W LIS E]COX Y]

PR A 4 A1 I 2% e AR 4 1 S 22 AN 55 I 4L L 4 4
(RRF). KZHCPEOJFIZ&BURER, AR
FPEFImIDNA K | Bk e 5l ke, K EEJa 1.3~
9.1 kb. /DECPEOJKGIREALYEN, MHERER G
fE8H gt iR AL ", CPEOJR B il R M T-
TF. MT-TL1. MT-TI. MT-TA. MT-TN. MT-TY.
MT-TSI. MT-TK. MT-TL2. MT-TEFMT-TPZE11Ff
HRARIRNAKE R RAE 5] 2 (£6). HHEIA15%M
CPEOE H #H7 A3243G 7 A,

3 HKRKRNARTESEHHERGRRH
SFHLE

LR A RN A S PR SR A8 5 BUR o 28 3R G000 i
IREIZ K, HeR AR R AL 2 [0 1A BAE &
2%, M5 AT R 5% A2 1) BB A AR I H R A A ) R
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%5 LHONHHXZKIIKARNAZRZS

FHEH RAF R PE s rE R FEME %GR
tRNAP* T593C 33.33% 17 D-loop + - [91,92]
o 8 tRNALUUR  C3275A  37.78% 44 Variable loop  + - [93]
§:§‘”'”5'“ C3275T  37.78% 44 Variable loop  + - [94]
. e tRNACH T4363C  64.44% 38 ACloop + - [94]
00 8PP0 RNAM A4435G  100.00% 37 ACloop + - [95]
O [ TII] O
8 geece C%aooo. e tRNAA: T5587C  91.11% 73 ACCstem + - [96]
00000,
o) @D midho atene  RNAG® Al4692G  88.89% 55 T-loop + - [97]
e C3275AIT
§: S oS Al4693G  91.11% 54 T-loop + - [98]
i {RNAT" GI5927A  35.56% £ ACstem + — [99]
% o i A15951G  75.56% 71 ACCstem  + - [100,101]
tRNAP® G15986GG  46.67% 40 ACstem + — [102]

R AN [F) 5 5 SR 1 B 2 R B I R
AR ERERM JE4 N1k, 2Rk AtRNATH AE R A5
534 2 40850 kA 2 AT R A R B 88— 1 Bk
Ro GG RGUHIR K LKA RNA S A 7]
B RNAR SR S5 K (RNARIIN TA&M ., %
AR =0, SERNAFREELEA. &
FLRmRNAFHBEERRE , 15 52 0 4R B 1 A
B, SRS, LR R RN E X
AT 25 534 o

DIf: A3243GRAE( TRNA™VYN DIfEE14
B, B EEERSE, $OA N LR RDNA 4
e ORH MR S 2B R P RIS & X, FIbRAR
TR REPHAS T L RIAADNAM IE #5455, A3243GHR
AAALBIR TIRNAM VR GE R Fa s 1, iz JLF
Pk TR TG Y, F RS 34
o7 2 i 1R Y A A& 1 (5-taurinemethyluridine,,
tm’U) [ 2 52 1 2 R IE- (RN A TE AZ B A e i ik
T o B R AR ), A AR R R R R A
UURMIRNAK R HLIR ] T RN AR %S FUUY,
BET 51 KR AR A R R, BATREY,
A3243GTAZIEINH) 1 20 BT 23 SR 1) B X DA K 2k
KR ATP £ B 35 140

TYCIH: A8344GHRANLTRNA® TYCIFE
554751, RGN B A8344G R AR S EURNADS &
34475-A-fif R Y 5L 2 - B AL PR H (5-taurinomethyl-2-
thiouridine, tm’S*U)EAfERA, - BT
ANREREE T, [HtRNAY RS B AAA B RY

TR 1K T95%, HILT 58N o —%t
NG FAAG, ZeRiikER B & Uk RN RE
WEM AR T EAR2TELMEARASKRE T
B, JF5IRAMME T BT, A14693G R AE LT
FLERAARRNAT TYCIH 5407 4 EH FIEERE
U54A1A58FF ik [fiHoogsteenfit X /& W5 544 1l Trub
HTPus4 A ZIRNA K 8, Rl AL R AR 1
US4-AS8HECLKT, FHAS T W55, SHECRNA B
E%&[ISZ]O

SRR A12299CHRAE A7 FtRNA VY
(I RS T 53500, B S 8UR /S TR 5] B
TR TNERAR, ATELPARE AR A R
FE A B IRNA NG B4R R R R %0 4R 5
AFRAR, SHLERAEARGREHE.
G7486A. T14709CHIA15923G 4 BT TRNASVN
tRNARIRNA™ & 10T IR 5532 371384,
AR FECHRN S T ) B SCE, HART R
I I D T A R AR 0 R RS IR 32
PLAE A B AR S, 485 A 3 - H R M (3 -
methylcytidine, m’C)f&4ffi. [FlAiZ% 07 55 58748 i
N TN R R T IR U R 25 W 5 28 50 F BRI C32:
A3SHCXS, FEMARFEMSTFIMIE, TSR
A FAE R, 9800 26 00 U B Al e ) o 4 2R kL
PRNARI3TALBE: HA R NGRS, 25 NEE374L
1-F1 % 5 9F (1-methylguanosine, m'G)&1fi, 5l
ARERNAFTARS BIPIACE ) T, FEURNAT
A KPR B AL K ST 11 B S5 B RN R R A I R
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%6 CPEOMHXZRFIIARNAZR

[ RAE {RsFE s (VA= FrE RAE R
99 o RNAM  T6I8G  2667% 41 ACstem  — + [106]
\\§§/* o T642C 91.11% 68 ACCstem  — + [107]
E;\‘\-ooﬁlgowoé'.& RNALUUR  A3243G 97.78% 14 D-loop — + [105,108]
°'”"”'OO cou .Ooﬁim A3243T  97.78% 14 D-loop - + [109]
h Ké. N T3250C  68.89% 21 D-loop — + [110]
= .%: C3254T  667% 23 D-stem + - [111]
{RNA"® A4267G 9333% 5 ACCstem  — + [112]
A4274G  9556% 12 D-stem - + [113]
A4282G  97.78% 24 D-stem - + [114]
T4285C  95.56% 27 ACstem - + [115]
T4290C  95.56% 32 ACloop + — [107]
G4298A  95.56% 40 ACstem — + [116]
A4302G  97.78% 44 Variable loop — + [117]
G4308A  95.56% 50 Tostem — + [118]
G4309A  2444% 51 T-stem - + [119]
tRNAAR T5613C 97.78% 46 Variable loop — + [120]
T5628C  95.56% 31 ACstem - + [121]
T5636C  100.00% 23 D-stem — + [122]
RNAM  GS669A  100.00% 61 T-stem — + [123]
TS672C  64.44% 58 T-loop — + [124]
A5690G  97.78% 40 ACstem — + [125,126]
T5692C  100.00% 38 ACloop - + [127]
GS5698A  97.78% 32 ACloop - + [128]
AS702d  97.78% 28 ACstem - + [123]
GST03A  8.89% 27 ACstem - + [124]
RNA™  CS877T  80.00% 15 D-loop - + [129]
T5885d  97.78% 7 ACCstem  — + [130]
RNASTUCNY  A7451T  95.56% 68 ACCstem  — + [126]
G7458A  97.78% 61 T-stem — + [131]
G7486A  97.78% 32 ACloop — + [132]
G7506A  8222% 10 D-stem - + [133]
tRNAY  G8299A  3333% 5 ACCstem  — + [134]
G8342A  62.22% 53 T-stem - + [135]
RNALCN  G12276A  97.78% 11 D-stem — + [136]
G12283A  100.00% 18 D-loop — + [137]
GI12294A  95.56% 30 ACstem — + [138]
A12308G  95.56% 44 Variable loop — + [139]
T12311C  31.11% 47 Variable loop — + [140]
GI2315A  97.78% 52 T-stem - + [141]
GI2316A  97.78% 53 T-stem - + [142]
TI2317C  100.00% 54 T-loop - + [126]
GI12334A  86.67% 71 ACCstem  — + [143]
RNASY  TI14723C  100.00% 23 D-stem — + [144]
RNAP  CIS990T  100.00% 36 ACloop - + [145]
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