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R, 201985 A4, EF BAF RS FaiotFsdad b/ Lisshies s
M EMFFRIAARR . ARAK, WA FIF. FREFRT @ ARNARGH S
BEIRER, TE2ERAMLSE, »TAEME, @Ethsd. TEFEFRKT %,
#F5e: (1) tRNA. 2R A BE-tRNAS 555 5tRNAMS M EE A S 09 Am ML i 5 XK E G
A BB FALE ()M BAIE R R A& A A R ERG A8 X &K 5 R 69 BUR AL
#; Q)R EF &R RIEGLE 5 T A%,

tRNARH R H AL 5% R

gk 3d 2512 k123
el DN, Ji
(' BAF T m A AR P/ B A AL e A S AP, L 200031;
SPEAFIRKFE, LT 100864; “EA KM EHFHLIZ, M 310024)

BE: &R EWE AR EELIEZR(MRNA)EF, £15%BAEAEER(DNA)S E /5 2 mRNA
G, HRFEMRNAF ARG BT TR S RE ORI, ROREDERAERERE EFHHX
YR, AREERARKIEMNETES T, AMBEABLAREfREERLREREREH
B, BREAQRGEMERTALEEAMBRE A BZERAANAREY, T2 4EMADTFAL, £
Z 8 EmMRNA. #ZBBER(RNA), BEAEEZBRRNARZEOR. AFREIEARTT @A
tRNARM G & Aehzkim. ALERTRAOMENE AT XKL TRNA, dFAmie R X ERNA
R IR LTI ERRBROXZETHEASE, RELTET B ATAUR A 69— X429 A 3 K R
KEIE: ZFAMEDESR; RNAKHE; #REMHH; AAB-RNASREE; KFihknR
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Abstract: Protein biosynthesis, also known as messenger ribonucleic acid (mRNA) translation, refers to the
process of synthesizing proteins according to the sequence of open reading frames of mRNA transcribed from

deoxyribonucleic acid (DNA). Protein biosynthesis is a crucial step in the transfer of genetic information, its
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speed and fidelity ensure the normal cellular functions. Human cells contain two sets of genetic material, the

nuclear genome and the mitochondrial genome. Therefore, protein biosynthesis occur in the two

compartments, the human cytoplasm and mitochondria, and requires the participation of a variety of

biomolecules, mainly including mRNA, transfer ribonucleic acid (tRNA), ribosomal ribonucleic acid (rRNA)

and proteins. The main research direction of our laboratory is tRNA metabolism and mitochondrial diseases. In

this review, we focus on tRNA as a key junction molecule in protein biosynthesis, briefly reviewing tRNA

metabolism in different compartments of human cells and its relevance to disease. Additionally, we also

discuss key issues and future research prospective in this paper.

Key Words: protein biosynthesis; tRNA metabolism; post-transcriptional modification; aminoacyl-tRNA

synthetase; mitochondrial diseases

1 #Ei&

TR AEYIE Y R s EE R T
Z—, Z5 7KK E AR RN . e HA R
MIZE R 15 BB HDNARID, S5, B
LRER AN EAR . EARKNAEY & RE
{ERZPERZ R (mRNA)R B, T E ARG,
ZIRFEA MRS . . 2k DU A 2 IR
SOEE= 1)1

W FLAN P A L T R 2 B A S R Gl T
O SR A2 KA, BT R AZBEAR . RNA KB 7
SO . AT AR G R G B BT A A
LRI R AR, A% R A S A B FTmRNA |
B R A% E R (tRNA) LA S 1% B A4 4% B 4% 12
(rRNA). ZERiRIA 2 # DL P& PR AUEEDN A
B, BPZkKiADNA (mitochondrial DNA,
mtDNA), Zwhd 2 7k P s A AL B R 1k (oxidative
phosphorylation, OXPHOS)E &5 X 1134
OEEEN S ZRRL R B AT 75 (RNA,  BI22F 28k 4
tRNA(mt-tRNA)FI2FHZE K7 ArRNA (mt-rRNA), #
HmtDNAZw D ; 1MATE L TSR E R, Wk
AR tRNABWEE . 2B -tRNA G R
(aminoacyl-tRNA synthetase, aaRS). #H¥%KF
&, HBEAZ R H g

Horp, (RNABSZISINE R, 030 2
AR A mRNA b3 05 5 (I AT 2 IREE R &
B e iR A R R R AR D ) e o
tRNA— ML 73~93 MX F IR R, 185 BAA =5
B REER, GRS EXFANIKIX: WERE

2k, EJRWBENE 2K (dihydrouridine stem, D-stem)
FIN(DIR). BT ZEMIR, TYPCZEMIR, AJ4s
WAL AEAE T & B A v A8 X I3 RN A H | Al A8
2054, DIFFITYCH 2 8] (4 A F A AHRNATE
TR AL P B A S BILTE =)
GERPY, BB A T RtRNA (precursor tRNA,
pre-tRNA) 31| e 2 ¥ il 24 145 717 A 2 2 PR (1 IRNA
WEAE RN TSR, AL “tRNA” 4 &
bR B R IR U 3L AR R N 9T i % A B R
tRNA, UIRNA™HFRZFRRNA .
1.1 ZHAEEtRNARY (i

N FE PR AL AL 5 420 e 4 2 5 40 i BT ERN A
(cytoplasmic tRNA, ct-tRNA)FJFER, Frr=Em
tRNAZ AL T 2115 %2 R tRNA (isoacceptor) ZK ik,
53 ) EH 485 A R 2 R TR AR B A AN A R S
tRNAZ i, XFR 1 207505 W8 57 2 Bl LA KA
MR . BhAh, EFAESILARNA
(isodecoder), ‘EATHE A R 2R H E A HHIH W)
SRS, AH G SR A8 R Al AN S 4
I

ctHRNAJER FHRNAZE A T (RNA polymerase Il ,
Pollll)i%5%, 3 E8&H TURTHMpre-tRNA. H
RS VT2 D IR, AL BEA% BRI P (ribonuclease
P, RNase P)W ] LBRS'-7I'F /7 51(5'-leader).
RNase ZW V)% FR3-550/7 51(3'-trailer). tRNA-1%
TR FL 11 (tRNA nucleotidyl transferase 1,
TRNT1)AN3-CCAF A, A PRRNA- SR
¥ EE(tRNAMS guanylyltransferase, THG1)fEct-
tRNA"S S-S ING. TR AE . #53 ct-tRNA I3 7RLA
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385 [F) & [ Fe (N & 1) B DD BR AN I 455 . it
Gh, FECt-tRNAR A [F A7 f 38 A7 7E AN [F] 1AL 545
i, eA1EE B TR EtRNAL K, siaEmiRE A
JR A R AR L DA R S B R T A fRf R N
ct-tRNAMiF KL H A AN S ER R I1E, B4
tRNAZF TP A& 13ME MG, @A s e
P LA 2 AL A R 51 L

HCAFItRNA 50 B () 28 FE 1. 77 22 fEaaRSHEAL
TR 2 BE-tRNA (aminoacyl-tRNA, aa-tRNA)ZA
RZE5EARMNAEME . KZHaaRSHAT
Ry NP B — 0 AR BRI, HATPHEfthAE
A RIE LR S BE-AMP; 5 b, SRR RS,
R 85 FIA RN A3, 2E iltaa-tRNA, 41
M5t AEAE 200 BT S AL TR T — 1 aaRS, AR¥E
AL G R IS5 K L R AR 1 R0 22 25 1t A 1) o 2 T
AWK T KOS N ETIHEHRS
(Rossmann  fold) {445 #4358 HA AT P 4G & A7 £
HJHIGH(His-Ile-Gly-His) FIKMSKS(Lys-Met-Ser-
Lys-Ser)f& 54, fERNAKEGAT6K)2-OH kit
ITRIEMAG: SRR A R 1B P AT IS
FCARAMRHESL P, 7EAT6M3-OH EFT &
FEERAGI, — B R ER AR S R R 2 1] 5
AN A IR 2 [ A 451, 53 aaRSH] AR
AR T B [ R R R RO Ay
TIRIEREEBAL I HETR P, 5 5raaRSE G HSM
stk KR A B RNAT 7
HAE Y, aaRSIRTG | Z 5 mRNAFIFEZ SN
Uife, A NaaRSHIIES H TjHE(non-canonical
functions), WZ 5/ AR 4 T F0 iR
KA MBURTE . MU A R e g &2 3
7raaRSHH I fi 0 &5 #3585 HofthaaR SHH BLAE H 77 42
Z A M -tRNA S U 2 59 (multiple  synthetase
complex, MSC). X TMSCI¥ R & K v A G
%, ARUGAAIMSCH B Traa-tRNABREFE AL HE
P DL R R R kR 2

AL 5 P AR LE PR ERNANMS, 3500
EIHRNAM (RN A AT ZE RN A (tRNAeM) .
% JHKE £ B A R B R BE-tRN AT (Met-
RNAIMYIF U, H S5 LE & DU G 2 kB &
i, TIMet-tRNAeM R BE# 5 N IETEIE M b i 2 fik
o EERBFFRHET, 40S/MEEE 5 Met-

RNAMEE A, HS5HRMRNALE & IR 50 283
HEIBRA AUG, 5 560S K3 45 & A i80St
REAEY . 1E2 IR, mRNA B1#)%
7 5 fH M aa-tRNA FI R #7454, K 5EmR
T E AR R e B 2 IR R, I R
fhaa-tRNA S BRI 45 & . KB R A o #8 Ao
HHFREREMA PSS, EEidfEd, J&ik
N7 I 3G A N ffaa-tRNAT] DL 2 454,
MR A TR A 1R %05 T-UAA. UAGHIUGA,
IR 2 I SRNAZ (A —BegE, BiA: 2 ik
FIRNAMAZRE R R, Ky /N SEAR A
1.2 ZRAIRRNAR i

AR T g = BE R T 25 R (PO B tRNA,
mt-tRNAF] LL43 4y = FhfE SR (1) — g 54 . DIFAI
AT AR PRI T S D 2R K ) T A, S = DIAAN
TYCH A EAEMMK T A, LKL = ®ADR
fm A, Ho, T BUH mt-tRNAS(UCN),
i A4 A mt-tRNAS(AGY), & 70 5 TR 51
UCN(N=U. C. A. G)FIAGY(Y=U. O)%m7¥,

50 B tRNASE K 1) 3% AN A, mtDNAE
B 55 524 57 B AE 28 ki A RN A 5 4 B (mitochondrial
RNA polymerase, mtRNAP)FIEAL T #5554
HAMAJLTE5mtDNAZEKJRNA. 22 mt-tRNA
FI5/- 03" 338 & Emt-mRNA . mt-rRNABE FH Ak
mt-tRNA, X RPEFA “tRNAFR A (IRNA
punctuation)” . LRk K% BE I B P D) B P
(mitochondrial endoribonuclease P, mt-RNase P)#/l
mt-RNase Z7) A TEmt-tRNA5-F13 -5 1], K5I
M2 FRNAHRE TS SR, T #2524 7 mt-
mRNAfImt-rRNA. HE—#1E, 5K
RNase PANE], mt-RNase P& —/ MY 3P & A2
BRI E AT AT ERNAK S 52, W2 T
RNABE B mt-tRNA [ FF 75 Z2 FH TRNT 1A 03 -
CCAFH, AHEATEA J& a7 51 R 1 AN 75 2k —
AEIY). BEAh, mt-tRNA 24 2 FhAS [ (115 1 g
BESE SR HE2T), R B FE ct-tRNA AT mt-tRN A
HHERTELE, FB40 N2 mt-tRNAKFA B

LRR AR T E A 19 M aaR S HR H 1% 5t K 4 4w
5820 Hdimt-tRNA™ A % B ffJaaRS, 1 /& i
RLAA L Z W -tRNA S B (mt-GluRS) M GatCAB
et ghah, kiR H EBE-tRNAS B
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it (mt-GlyRS) Al #5122 Bt -tRNA & /% (mt-LysRS) 5
S0 L 50 B [ aaR S B [A] — FE DR i A, 73 0l 22 1
AP mRNA R A B ) 2 AP K2 174 mt-
aaRSHS HH B ) B R b o 58 4r mt-aaRSHH K 4% E
Z WL hig, SUERMSCPY. UL R,
mit-RNA R 3 g (1 3 12 23l & AE A Je BB 46 1 2k
FIAARNARIUFE (mitochondria RNA granule, MRG)A
52 EE RN R (degradosome, D-foci)
S

MR PER LR BT 40T, i B H A 2
M2 (fMet-tRNAMYEESG, HRTEFEPIFRNAM, 2
PR TE B B HE 8 LAUGE S 1 4h, (Hhn]
RE NS RS T AT AUAFIAUU( 2 7540 M i - 4
5 e ) o IR LBl W v B — S B ) 2R R Ak
tRNAYF TR A AT X L3500 7, X &l i % 3
Tl 2 4% i 9 5 - 7 Tk PR % g (5-formyleytosine,
f3C34) kST K. 204k K B H BE 3L B
(mitochondrial peptide deformylase, PDF){#i#i4E %
JOR A P 2 R o ot R I S, i 5 PRI R PR AR IR T
ID(mitochondrial methionine aminopeptidase 1D,
MAPID) LBt af R 2 iR, S8k 2 I 2 d
I 2R BT R BB O XA LI M P4 N\ B Bk Ak A i
o AN AR B IA T TR L HE R R S I, AR A
PR 1R ) 2 135 1 4 (RN AAUHT AR B 2 [A]
PR B 7K i DA 5 o 2k R JBt A 5 A 1 e R
PR PR 2 AR RS . EA KA, UGA%W
€ S R 1T A R &S 1 B FR R A mRNA
(Wi mt-CO 1 FImt-ND6) ¥ 77 (1) £ 1L 2468 T 43 51 N
AGARIAGG, T4 th e Al 14 Bk 2R,
1.3 tRNARET 5 &R

G RN, tIRNASR Il %0k 8 K 5
T, ABATTILAE B T R 2 S A (RN A ) 2 PR R
HZH ZURN AT S8 T ARy e Ve SR AR A, LR A
T #0522 5 BB AT, ZRAStRNA
FIFER A2 5IRNAR . N B R %1
) i 1 2R A RT BE O RN AR, it — 30 5

i fdmt-tRNARZE K 508 1 2 P A K 1
RAR . IXEERAR HRNA H 5 F2 3 FE KT ) 2k
A2 LA S KA B B B B3 9K . WmtDNA
FHIA3243GHIT3271CHRAE T Hmt-RNA"(UUR)

(R=A. G) EM)5-4f g H & JR # (5-taurino-
methyluridine, tm U)&HikAk, UUGEHRS TR
AR & S 1% S T I mt-ND6  mRNARH Pk
Bea, 3 TS B BORL AR 100 L5 B e 7L R L 1 26
¥ & A (mitochondrial myopathy, encephalopathy,
lactic acidosis and stroke-like episodes, MELAS)%F:
BAERSY,H R ct-tRNAJE K] 58245 78 500 H 1 1
FHnZ b, BRI 1 57 ct-tRNAFE SR Pl I 52447
WA FMRES Z M ZBITHRRE X, JFH
I Pol M5 ct-tRNAZK P HI AR KL B4
0 fien 8 A 1 B RO

tRNA PR 35 Ja 0 Lk B2 A 22 Rl Hh 2k 10
mt-RNase P =F{ 2 151205 (MRPP1. MRPP2,
MRPP3) R G Z RPN A % 5 TRMTI0C
(SR MRPP 1) 5828 FAMAAE HY A= I R I L FLRR TR
B WUSKARGR . BEE IR AMEMH 22, JF g
AT, HSDI7B10(SFSMRPP2) 1548 5
HSDI10ZREAT K, BRI LI N HA
1B AR R . AR BN PRORP(S 5
MRPP3)[#) 5745 2= B2 T Hmt-tRNA TN T 1 HFE,
BE R Pk RO REA 2. K
HIBZZAIN A i AL, ELAC2(4W U RNase Z)
Wt e S5 BRI B A A OC, R RS O
JER A S, CCAINZBETRNT L AN 5 — &
PR RARE EEA K, BAERMZ IR
L

HTet-tRNAF JLE A, HABMR G 5A © 4
L. A HAT R Ict-tRNAHAFE E /D 39F i 5%
JEBi. 22Fmt-tRNAEIE D& 58 e dsr, H
TEAE 18P L S5 S5 18450 . (RN AE i 1) 53 % AT LA
M = 3 B AR . RO T I AR
W AE T RE PR ) BT R AR AT, 5 i AR A H 2L
. tRNAK DAL WA BT 9 & LB ids €
O AR A B - AT U R ARy
AV R . VR 2 0 ST A A0 Bl A2 B T R
w5 g MR N - P & R T R (N -
threonylcarbamoyladenosine, t°A)4:%& B
KEOPS(kinase, endopeptidase, and other proteins of
small size) & &Y 44T 1) R4 5 Galloway-
MowatZi & kA <P,

tRNAGE R T R IR IR 20 a1 0T & ™ AR



- 1546 -

CEMLEY 20245448591

A 2SIV

IS B, 4 Fimt-tRNAZILFRAL (FaaR S 9% B
AR T B G hR A2 RYUEIRCS ., B ke
(R 24 T aa R S ) B0 TR AL A AE 2 B JHE B L 25 e
(Charcot-Marie-Tooth disease, CMT)&#& . X2
— MV B AR, H AT RAZ BIGlyRS
THFELRNACY S BURE U BH 5 I 38 1) /K A7 2% B
GCN25| K G I N (18 P B

2 GUBHTIG SR BRI A

20084 5 — Ik %52 Himt-RNase PRI =& H
A EAP, G RNREH LN AR Hf
BN 2 [ Jif 204 MRPP 1 FIMRPP21E ymt-tRNA
BTG, & S5RNAL ST A RS -P)E|
FORIEDNRE. UTJLAE, @I mt-tRNARAE 59
SERI T fEAT CA B 43 7 AL 24 07 VAT SE 5, 1%4R
BB e 52, SR1f, MRPP1AIMRPP27Emt-
RNABCGAILHAE3-DI%I DL 2 3'-CCAMM NI K FE 1
B AR RE LKA B o FALEIA A e i 4, H
AU AN 2 0 B I B0 s R 2 S5RNA
BRI FE A AR AR AL

20204F, SuzukiZEPUiE I A BRI A A
mt-tRNA 5 5 5B M 34T T 0 b7, 7E22Fmt-
tRNAMT 1374 BRI T 18FHRNAE M. SR 1M
Tet-tRNAZ T AF IR 2 FE 1, FABMR 1 ok
SEAEESL. fECRI—H ZMEmidh, A%
B MBI R e s RIME 2 2 A B i,
R BIAVEMRRNARIHLE] B 1IRNAZ A2 H
HHMIESEBIFNEEREE. W LR,
tRNABIER A5 2 Bl N B AH G, RTMIVF 2 5%
SEJRBI AT IIRE . B IE S RR R R
T R NI 1 53T IR EA LT IR A

aaRSHIAEL dLTh e L IT SLERF LIS, =
SR L FE R BB Ak 2 5 R L
S AH I (18 45 M S A 15 aaR STE R L AL X A48

JThEe 2 SR AER T Z MR LT RE, X))
REM S H 5 AR PRI RGN O IMfLE KR

i~ R R AR SR AE A ) 2 Al N S DA O
aaRSHJIEL HL DAt £ EAHE: (DIENEEREZ
BERER. KUES, S5EHEEE, WK
mTOR{E 5!, b2 3k R ik PURn 2 i o 7217
s QBRI SIS S i AR K

RE S R ph e R OV (3)3 5 R R R
W FRAE RS RGN, WS R R AL
(antisynthetase syndrome, ASyS)HEFH kP H BT
aaR S S PRI 512 B B i . hah,
SaaRS— A UMSCII3RI S 2EE R B ATz
fEZ g zh e, Kk, XtaaRSHAEZ o fE [ 5
Tl R 95 BERIE 704 Bl T B ffaaRSTER B Jd [ M
S5 PR 1) 23 1 RS AL I D A SG0 HRS
AEIZ WS (0T AR BN, Nl ARG 9T 42 A 7 (1) 4
FANEIT B

3 KREREMEAM

Aszig=is FAEMLY:. o TAEYE. Mt
M. LR TTE, 0T iR
SANZE LLR LA 5 AT AL ()BT 40
Ji 5 28 R ARRN A SR WD BR (10 2 FHLE], 322
SRR E G O 3R R 28 b AR RN A G L R AL AN 55 % JR 18
T WL ORI A, I A A S ) B R R R
tRINAFR R B 14D 48 i R0 2 045 B 1R ALk sk
B3 51 A ()R T OB RN 3R L SR AT IR AN 9T s (2)1E
B IE 1 I fEAT R AL 1 B Atk BT R
FEERNAZ T2 MB i T H, BSHURNAL HAD
FKAIRNAG T 45 & 7 s s e 484, vT LA
THCEERNA G JE M BBERCERS; (3) BImIR
R AR BT TR I B T A R A D 1) U AL
i, IR %5 2 RN AR (L F5aaRS tRNA
1B VAR i 55 ) 9 A8 5 T R 2B R T JEAT ELAARHIE 9 5
(4) IR R LR P 2 B 5 58 7] T TS, JE T Sk
BT RPN Ny FFISEFB, WONAH
SRPTIG ()12 W AT IR A 3 0 LAt o

4 KERESEFHXHIFFEA
FIHRNANN L BRI R B F B 2 t(RNA
R R 2S5 %, [FFE W2 BUR 8RR
o SRR 2 (AT TR IR T R S A B
A B, tRNAME A2 L WAL ) B AR 7 B
AR TEA T AP A AR TR I B 3 AR TR A
AN UG . (1) tRNARCEHERR A BAR 7 7L
FEAT A2 A% 0] T I B ME il — T Rk alifl
LR PR RN AU A7 5 PR A (2 252 T 2h iR
AL 1) 7 51 D) F AL R AN 2 P LA HE e
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JoAE 4 T K05 2R 40 B R 22 55 ) A A mt-tRNA
ZERII A e PR, A AR M AE AR A i Th B B
PE. (2) tRNAFER . aaRSHMRNAE i 5 7F 1) £
LR A2 K2 B F R CAEIRIR AR
BIR 5, R B HE— 25 RIHLHI A 9 R 7T
AT CAEE Sy A5 A LA ) 2 AR R 5 ) ) 7K
BT, HATCLE T LA aaRSHIRNA 1
Filg S A2 )/ R BB S Y . Ak, 2R
I B 0 IS 2 B A5 R AR e D B 0 9 O A L R
NZ ) ZE W —F 7. (3) W] 75 2o AL BT 520
R BEAM b e A AP IR T AERE? LA R I
R, B AT A LA U ZR AR R R IR T
HEWE, IR T Ak AR R R A S T O A
T SRS TR . BORLR E AL I FE SOE A
0N R F-#% B2 I (transcription activator like effector
nuclease, TALEN)!7fI #fif £ 4 48 T H.(DddA-
derived cytosine base editor, DACBE)*** %3 &
Bk Y IE 4 E mtDNAR AR 1) 77, (A4 75 ZEAE A
MOEEME . SO IR 1) SR A | G A 205 2 A Mo A A
ST HEATRA . oA — ey yT T B an Ze ki Ak B
AR VA S AT A7 AE B A B B AAG 3 e) j7) Be
XTtRNA U 5 22 A 78 2% 1) B IE M B A, ] DA
KA FT SRR R, AFEEAR T2 T A
K EF(adeno associated virus, AAV)IFERFF VA
A INRNA B R LA S 1 2R UL 457/
71 25 VAP0 B il LA TR ot 40 K R (Lipid
nanoparticles, LNP)/»FItRNAJTIAES .
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