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chondrial DNA, mtDNA) R 73 FFEAR K Th i, & 4R RLARRRAS P4 B AT AR I K OCBE BR g . 2495k, LONPL @ i
PEARR B AR B0 R, 2 5 MERE A B RS RN RAE R R H 68 2 . CE RS 458 T LONPL A
VISREAE G548 e Thie , M FLAE NG 8 RN ZE L JahE A1 - 257 Hh A 9 3k e
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[Abstract]

phosphorylation to sustain vital activities, they participate in regulating material metabolism, apoptosis, signal transduction, and

Mitochondria serve as the central hub of cellular energy metabolism. Beyond generating ATP via oxidative

reactive oxygen species homeostasis. Maintenance of mitochondrial homeostasis is indispensable for preserving intracellular
microenvironmental stability and the physiological function of organs. LON protease 1(LONP1)is an ATP-dependent serine protease
encoded by the nuclear gene LONP1 (PRSS15) , which is highly conserved in evolution and plays various biological functions. It is
mainly localized in the mitochondrial matrix, with functions of clearing misfolded and oxidatively modified proteins, stabilizing
mitochondrial DNA (mtDNA) , and being a molecular chaperone. To date, there is growing evidence that LONP1, through its regulation
of mitochondrial quality and energy homeostasis; is involved in development, aging, and various diseases. This article reviews the
biological characteristics, structure, and function of LONP1, as well as the advances of LONP1 in embryonic development, aging,
cancer, and various diseases.
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ZMAEY IR SRR NS 48 DL B R = BERR
JEFF Cadenosine triphosphate , ATP) & ffi 14 2 (1, 71
TR BRAT IR TS B A B H R, B8 E LR DNA
(mitochondrial DNA, mtDNA ) , M 1M 4 $ 28 Fir {4 £2
AU, o, LON & A/ 1 (LON protease 1, LONP1)
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FEE AN TR R, B E KR 5T
1B 256 miDNA D) 6E , H AR J 320K BE M
AT 5] R 2R KA ) BE R , 5 35008 A% PR I L &
RGP R AR, B R 8 5t Hik,
Y R R 42 4 i 2B 0 2 3o R ) 54 2R 8, LONPI (1)
S5 EALFI T RE, LA K TE 93 B AR A 09 43 AL
WRIE WAL . SR RGPEH R T 54
LONP1 TEREA R B B3 AL M55 b J8g < O I
BB VLR B T g 0 S5 U R ) T R AN A T
B o

1 LONPI B4 451

1.1 LONPI# = 4 B % 4%

LON & F i, A& — i [F) 5t 55 5 PR 1 ATP 4O
1) 22 58 R £ 1 W 5K 0k, 7 3k Ak O 72 o B AR <7
LON & Al T 1981 FAE KA B i kI,
5% DNA & i 40 55 Ak | 40 i 28 T S5 7R .
1982 472, A 1 SEAE M AL W ) 48 B, W KR
JHF R S 2= b T R Joia N I o I i 5 R K i R
KILLON & A EE A R B A
o, LON 28 A i = 2258 0 T M R 2ok A fn i 481k
Yol , Hort LONPT H15E 7 T ARG 4K 19p13.3
() PRSS15 %E (K 4 i, 75 M v & pCAT A4 2 1,
T 5 v 1 2 R AR 35 J5 #E 7] 7 81 (mitochondrial tar-
geting sequence, MTS) i NZE Wik 2L 57, 2 V11 f5 %
F A #4 B LONPT 25 [ 144" LON 2 E i 2 (LON
protease 2, LONP2) Il LA i S8 A0 W) g 44 T A7 AE , T
37 F LONP1 RAE T RE™

1ENAR A, 2 90% ) LONP1 LA AT ¥ % sRA7(E T
LRRIARFE TR, oA 10% 5 e kifk B4 &0 BFERR
R, LONP1 55 2 R A A JE (1) %% 45 i AFG3 F: 5 J
AAA KBV HE 2. YMET ¥ ATP Jiff . HTRA 22 %2 ik
Mg 2, DL R 2R R AR B il i 5 I H R R Z B AT
TEM EAE A, % B LONP1 5 A7 1 280044 A JE BT

N-structural domain

LONP1 5 2R A4 A% 08 44 = B WA EAH BAEH, W Re
TEFAZ S mtDNA G A% 0 4 8] R FE R B D e
LONPI AMXAEFH FRr@E &R A i, 165 W -1
LR AR A | VAV (954 B
ERM ™ JE4E, g0 A% TR AT I3 T LONPI 3%
1%, LONP1 A 3@ i 1 425 4% A #PR S BR 1 1 ) 3 sie v
P, B SR T S N EERE . DL IR R IR R
LONPI (15 A7 5 Dy ge st 18 i) %
1.2 LONPI1 #8944

LON 25 [ B 7EAS [F) A= Wk 2 1) v P R, # 02
H4~12 N Z KA FIRE R E G . LON &
HEE> A LON ABAICIE K . 16 A&, LONP1
s2 LON A SR E B i, JB8 T AAA+HE I (5 2 M
MOVE VAR OC ) ATP B , 5> SR AL & 3 ANRRAEPE 45
Fay3ak: (DN uify 5 #4038, 1 67 4> BE AR 7 I &R R 4.
%, 2 5 R BRI S G R, F T H ST @QATP
fify &5 A4 3, BRI B AR ST G AAA+ARE B, AL 5 Walker
Box A fll B3, /5 ATP [ & BRI K A, R 4% B
TE TR LR BP S5 M3, 7 2 F IR AR AR 1)
TG AL SR, T AR AL B R (22 R - R —
T, RYEKREE B MER . LON B & A3 %
AT HME S, A ATP B A A 8§ 2 450
. EREIANTE ORI LON CIE SR, H 4544 Ih
AEI AL LON BEE AR (- D,

2 LONPI BV ¥FThAE

2.1 &G KEEE R

LON 25 (B 76 40 0 40 i R 4 e v 4R
ATP M 1 & K R Th e, S 54 i i,
R AN TR N A VAT 58 A A <
LONP1 [N FEARFRIREERE 1, 6 A ATP BEAL RUH A,
6 AN E /K R & A SR N 20 AT 5 22 B IR - 10 R R A
AT BT 7S BARFR R R () A AL, R 2R
IKAFEGE LN LONP 8 K i B 40 F = e 43k

ATPase domain P-structural domain
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Figure 1 Domain organization of LON protease subunits
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EEMEEI T, LONPL () N i 25 #3880 9 45 &
F R B R 7 M 45 6 67 mt, A3 R R AR B3R,
R 2 R 24 &, FRAER LB I P Bh T HEN B
WG, e R AR BTN 5 SLER S (aconi-
tase, ACO2) J& — P2 R i b 75 g, JL 75 14 v I mT A
2R R (1) SR A IR SR K SF, ACO2 /B = R R 1IE
PRI 5, AT Al 2R R = SR R BA AP I
LRI , 3 WK AT R S A A0 A AT A R 5 LE I L,
Wy, 5% A AL K ACO2 T 4% LON 25 A s P& i,
1M ACO2 & A& ok FE S A0 B DR g /K P 38 i A B
LON £ [ i o) [ A, T B0 A Ty e B i R 248 i
T,
22 HTFTHIEHRE

LONP1 AJ{E N4> TS, 4ifr S e & &EAm
FEtE. LON & Mg 75 1 BE B L L3l W i Sk i
R AR T R A EYE, S 5EEOE SR MA
%&, 24 LON i [ i 58 A8 Bl 25 I, 20 07 4% 5 Joig v 1)
BT 3R S K EHERT . W KB, LON & (A
()53 AEAR T Be 0 T H % s 4 1 2H e 28 OC HE
T 3% Fh Th B E B ATP BFiE1E" . 8K B,
ik 8 LONP1 v] i i2F 41 ffa £ 2% C 4510 g 1 2H.23%, 4
FRERRLARThRERSE . 7E 2R, LONPL A jd i 4 4F
PR TR [ 60-Z R #UR T B 1 70 & FR e
PEZ 5 BRIF T BE Ak, LONPI 0] 544 P4 1)
p53 B H R AEAH EAE T, 40 pS3 O E A B T, 1t
T FESZ ATP BEIE S50 , 7 AN R A B K v 1k
T LONP1AEJ 7 AR I B,
23 miDNAZAFZ G

LON & [ B e 7 71 T 5 DNA KA 456, 31X
FohRE 14 5 4 R mtDNA FI A2 E P 170 08k . fE 5
B, LON 25 B mT JERR 53 10 45 5 588  XUEE DNA
RAE VAR R R, AT IE S 2 5 DNA #
SR SN AE O 1) B 1 EAT TR B s . IR LB
VI mtDNA S2 16 569 /Mg 2 X6} 25 il (1) X% P 75
PR GE K, Gt B X AT G iy 1.3 Folt I W ik A2 45 4 1 35
22 MG IS IZBEIZIR 2 P B IR 2B TR , JESm A X
AR 5P, miDNA 4 5% 45 o8 5
Jii-DNA 2 & T XA AL, RIERLA R4, LONPI
TRy 2 —, W] 5 R RAR SR S 31 B
G, I AR EIOUE T 2 R AR i S R 1 AV DNA R
Ay R ER kLA BUBE DNA 45 & 8 A 2k DNA
R ERESE, UL K 5 mtDNA ) D-loop X ELIEZE &, %
mtDNA [ & ] L 5% 5% F0 B0 2 3047 0 35, 4 RF 25 %

[20,22-23]

3 LONPlIZERERRABMEEZFHIER

3.1 LONPlI 5REMEAH

RIG R B R, SRR B BCR A OS2
) I 5 A PN S N I N B L A 2 R
KAL) o IR SRR T e, AT SE A IR JIG R & 1R 7
REPY. WHITR I, NI R H H 0, LONPL Bk 2
AJ i 5 Ao REAR A QT 25 5 B 1 1 (apoptosis-
inducing factor, mitochondrion - associated 1, AIFM1)
N o5 £2 A7 2 0 A% , 5 B O BRI T B R
fits & A R AAZT 0 Lin PRI, 32 90 BE4H A
1 LONP1 4R35 FAR 5 I 7 SR B DIAR R,
B I RN A ST i (0 B 42 R 1 T B4 5 LONPI
FE AR, /5 LONP1 SR AR BY REA 4 o3 3t
FEHIBIR, 2 B LONPL A7 B2 B9 o835 52 22 B BE4H i
Ji R PR R LA T S AL LONP 2 [R5k b ik o] 3t
WRIEIEH K&, 26 m bk LONPL £ PR/ BRUAT H B IR
e B EUL, 2% & 5/ BUK B IEH , 3275 LONP1
FERRNG K B MG B AL b R AE B ™. Strauss
DI 25 R I, LONPL Ty i B A5 A2 — A AURF 1) |
B G O A BRI 8 AR R, R - IR -2 - B 2R SR
(cerebro-oculo-dento-auditory syndrome, CODAS) )%
T AL fitt, LONP1JE[A A2 P EUL AAA+ES I ) IE
AR EORE R IR B AN, S BRI L
WA, 51K IR F HAE L SR B 5 .
32 LONPI Hmfe ¥

LONP1 1 Jy — M B 8 S B 2 5 78 B 0 A%
g R 55 B 1R A B T B 2R A THEAR, R AP
20 V& 7, {H 32 240 i P LONPY 1 RS2 g U B
g5 WHFCABL, B/ RCE# UL LONPL )R
TR PR AR )N B R 3 PR, ELIE PR T BRAE A
W FAH K ZE N R ERE. SE0
TR, B8l AR T A BOE R Z LA T
LONP1 215 A ) B, I 3 22 I B0 2ok 1k
55 SRTT, LONP1 55 532 AH 5 1 234 R 1 24
A A H VR S, 91 1, LONP 7E4F 52 K B 2 B8
EH P P AL A r 7Kg 3 P B AT, {ELTE Ao JIFE R A
B AR AR, R O Y. Ak, kT
LONP1 2 5 411 i £ 2 5 BU&% 5 4 17 1 AL i1 F 72 H
wI %, 78 AL E b R 40 b I LONPL 7 B34
A 4 40 B A= K BBl F 2 (fibroblast growth factor 2,
FGF2) , WG 40 M 3 2 A0 R4, MRIERE RS
BT AL o FEE A B AN BB A 9, W
AL AT 3 % LONP1 ) N6 FUE IR 1 R A 57 W B i
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XL S AR AL R 5 A AR K R 2 mRNA 45
A A 2R, {23 LONPL 25 1 AR, TN R 5 22
2 HH 5% B 2R T At B S RN AT 4R R Ab,
LONP1 AJ 3 48 [ A 315 301 R i S0 52 & ) Sk At IV,
5B, THRBEHIER KT, ) 1IE 52 A G B -RR
R P77 00 L 2 A R o 400 P AR A0 45345

4 LONPI fE& %% RI1ER

LONP1 £ i AU 8% 5 b i =F FE B, ano i
BB R I B RS, DRI, 7R IR R4 B AR
I LONPL S B 8t ek, KEF
Fof6 H LONP1 B A 4L g B S bk, it 2 Fhig
TR ERARTIRE, 25 4 8 KO B AR, 3208
LONP1 A S BB IR 12 Wibr A RV 7RI T ¥ A
4.1 LONP1 5 1% M 5% 5%

AT 30 4F- 2K , CODAS £E AN [R] B L 8 v fifi 22 4
I8, R 10 &5 LONP1 (U4 &S B &4
FRAF, XL RAF Z KA T ATP B &5 M3k, m el i
SR B ik () BEAK KR, 1155 LONPL 1 25 K iR )
RE, T B R AR K W Ty R R B K 2 28 E DR
B fig ) B R R B R B D, BE 2
LONPI J R 5% 3% 5| jtd 1) a8 A% 11 2005 44 5 0 4 K
o WFFARE, A7 F LONPIN A i 45 #38 ¢.901C>T
(p-R301W) 7 & 948 Al 3t i #2 7 LONP1 /N SR Ak 45
4, BRI HCAG AR, 5] S 2 1 S 1 e T e A
THABTh AR K, PEARCBEZR R B 1, 3 B AL
T2 A A O IV R 2D e 2ORE A T e B i A2 T
LONP1P Z5 i3 053 () ¢.2282 ¢>T(p.Pro761Lew)4li
BT SCRAR, ]S BRI 1 KRR 4
1) B34 TR A B oo I iR, A AIC AT BT 1R I % B Cpyruvate
dehydrogenase, PDH) %14, 51 A& 22 FpoS Y i 24) 149
FREe LONP1 RAZAT mi 50 2 4L ™ S AL FEAH G, fir
F LONP1 ff143K X . MTS I P £5 #4135k 1) 22 AN 5%, 4l
p.Leu842Met. p.Pro51Leu- p.Ala229Val %% it 25 1) Jii
ok AH B N 3 S P45 1 d8 kS 4 i R A% 51 76 FR) 8 i
REE A2 G B, N Um0 245 S B R 3R
I Ak, ¢.1693T > C (p.Tyr565His) Al ¢.2197G > A (p.
Glu733Lys) 15 & 2 & R A8 1] 3 BUE % UL A AL
FRACERBA A mtDNA $5 DA E R, Hod ¢.1693T > C(p.
Tyr565His) 245 %} LONP1 {45 & AR K ffis
PR E B2, T p.Glu733Lys SRR, (H P & 17
IF ] PR 4 G 22 S 5 AN W] T ) 2R I8 ) A 3
KBS, BEWFRFY, ¢.810G>a(p. D463N) 4l &4 XL
RAG ] {2 D SR AR H A% i I, [ (IS PDH

TR, S EU™ H LR ARG M. 7E— T R
IR ILT ) R RS A% 2 T e b, e %o R - SRR =K
A K9 151 - ok HE A B ) 20 AT 5 O IR 240 3% ) 6 485 77
LONP1 {5 WLas & R A2, ARG /AT LONPL
FLLE K3k, 90 LONPL 8 F g 5 ATP B s 1%, 2
71 LONP 1 A g 44 R A R ) 1 DR 25 P
4.2 LONP1 55 %

LONPI £ 2 [} I8 40 0 7 205 T s » A 520
X6 ISR PR 3 I e I8 5 R T 2 R i A
T, YEFF ORI AR TSRS , 78 02 1 b T8 4 L ) 48 3
e R RV 24 4 55 7 THT A 4% B AR, R BI LONPI |k
W5 e B R AR R B AR SR B e B
(protein kinase B, PKB, X FK N Akt) 7] 7 Ser173 Fll
Ser181 v & fif % 1t LONP1, 3 3% LONP1 £& [ fi§ i%
P, B TS EEE S TV R E RS T
B R S A ik e 40 i 1) 4= 28, 2R B LONP1
ARSI R R A B A 1Y) G B 5B 2 AT 7
TRITHE M, FESS B, LONPL B n] s iR
b Akt F1KE J5 G B U -3 B (glycogen synthase
kinase-3B, GSK-3B), 1% Wnt/B-catenin 1l &% , {i& 3
96 0 L )b B - 1R) 70 o A Ao AE B v, R
LONP1 A $141] ¢-Jun 2 3 K 4 P (c-Jun N-terminal
kinase, JNK) i % 4 5 () b B2 - 18] 78 o 4k, T 1 2
PR E AR L E N, BIWREEREA-1, N
T 0 o) 4 L 14 5 ST A AR 2R AR E SR
LONP1 1) i I8 (i 3E B bir A4 5 W, #1] LONP1 35
] L W7 B AR ) LC3 B i [ Pink/Parkin B, 175
LR B I S 2500 4 B B AT R
75 15 98, WA T RRAT R R Gl i S SR -1 R
Vi LONP1, e BE % i AQ 10 15 40 o B3 . 72
SR 240 f g o, B ) LONP AL 3 % ACO2 4]
BRAY TR BE T, 12 3 e 200 0 1) 64 5 PN 2 % TG i
fIC LONP1 W) w 4E 2% Ji 8 3df e ™7 . 72 101 41 g o
LONP 1 o [ figf 24 47 04 P B R 2 74 1 (mitochondrial
pyruvate carrier 1, MPC D 2 kiR AU, FHAS HL ¥
LI HE S BRLAR ATP & 1, 1 TR 1 7 471 e 1
e, hAh, LONPI 7E 7% 38 11 DK 2 i bk (298 A 41
i bk E 8 v A 3 s, WK LONPL 7] 375 3 Jil 83 41
JBAET:, H CDDO 4k & ¥ 7l 32 4 4 BH I LONP1
BB 1, 32 7% LONPL o] 1 R 72 M DU 259
R fEZ R VEE BRI T, LONPL I B BRC T
SR T A0 1) 70 BRI R, AT P A T 2, X R
B 4] LONPL 5 SR GG A T e A Bh TR 9T 2
RN RER
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4.3 LONPI 5 6% & %

LRRLARTE O LA L 2 5 30%, 75O LI AR 5
FPK R MR R O E B, AR AR RS R
flir o] 5]k — R A0 M B . BT I, /N BRI
Jig 0 ILZH 2R A LONPT 5 B ] Pt Sk A4 o7 B 45161,
FHECLNE K B RS KERSETS, $£78 LONP1 /131
SRR 28 72O IE R R E T B OCHE, R
IR BE TR T B R O LA 0 AR T B LA
o LR 0L/ P VA S SR S AR A A AL, LONPL 35
PR e 2R c EAEE S S IViL AV b A, #i)
SAEYIVIEPES . F S, O IR i T AL B AT i S
LONP1 3% B 2 i, KA OWUERYE s e 1k
wdfR LONP1 A2 4 RO IEREAE TR AR, % 9] LONP1
YRy YR o IR A T, 38 V2 R R e g A2
Vi) & S, ST GRS AR U EE g AR LARAR O
B TR FERE AL ERE o, v i i S A%
2 46 Kl - 2o Ceukaryotic initiation factor 2 subunit,
elF20) 15 5 18 #% _F 18 LONP1, [%f# Pink 2 (7, 341
il Parkin /-5 R 2 R4 [ W62, 0 FRIT 28 0L A4 501 B 3
T GRE S S, I 33 BRI B A Rt PR A . RO
J1E v AR A, LONPL 8 7K Al 36 1 i 3 PR AIC, I
P 2 WL AR HoL A 33 B 401405 AN R IR T R B A, AT
P55 O LR 7 5 AR 25 T 8 A 7 B A i AR 0
YImT 2 LONP1 AL AE i B8 J) , O35 28 KL 14 D) B Al
O LIS AE 715 LONPLAE A 2L A4 - P 5T I 4 i
KSR AR 1, 25 kR b - P4 J57 ) FE J22 i 57 5
(1) &35 ) 56 BE Wk Jx SRR B 7 25 A 0 5 O LA B
PEBR L LONPT B0 P R I N AR AT & 8 RS, 5
Fots WU W 8 g P2 A L SR 980, 4, LONPI
7 fili 3y Bk 5 1R 2h 4 R4l B A R R 3Rk R @
Tk P i MPCL, {1 33 0% T2 fff 50 9 A 200 B 184 5 A AT
% ; BRI LONP1 U A 24038 2R A Th g , ek 4 il I 7
EIE,

4.4 LONP1 55 #8555

U5 T UL PRI A B XoF 208 A S A0 Tl G A T o A
i, LONP1 75 4E+5 % UL 5T £ A0 i 52 7 1 9 k4%
AR . AENFA/NBUAEY b, B FH UL PR 25 4 35 £
B 28 KL 14 LONP1 235 T~ B, 4 57 PR i B /s B B UL
HH (1) LONP1 7] S 20k R PR Th RE RS, 58 573 B
TELR MR Y HERR, HE T 0 1 - B A B AR s 45
AT RNV AR A1 LT R B . BOUL40 a4y
AR LA B RR OC BREAYY , g BE G 2 s Ak it
Pink 1/Parkin {5 5 18 2% 7 VLA B 710 B B 30
T AE A3 B AR A LONP1 R 001 122 368 B F1 2R b4k

M0 , 75 5 R A4 2 A A, AT BEL T R L4 £
IR Ak, Befh B 2 B B LA 4 B 2 2 I AR UDIR S
LR ML PRFESA BN, AR bl LRk R AT B R E RN
FHSCIE R AT LONP1 3R I3 5y 5 1S e F o 040 i
JULFR [ B BB S5 R0 2R 60 A B 1 /K A 106 5, $R 7R
A T R T T A B R N B 1 P A Ak
HEN 5 E 45, 7EE ST R T TH, LONPL 7R
S R B3 2R BRI SR A0 P b R A I 3 PRAIK,
i (I LONP1 ] 0 22 22 J5 3% 40 8 1 B (mitogen-
activated protein kinase, MAPK) {5 5 18 % , /5 K A1k
I AR 2R L e GRS N S T 0
ARV KRR ERFEENE, AR
A UL AR H 30 LONPL R 5 S 10 4840 B
WORT MAPKGE B35 AL, AT A T dE R

4.5 LONPI 5 K i & 5%

ISR, LONP17E B 29 7 (4 FH 328 i 5%
o B SR I, AE oy b B /N BRAE AL AN )N
AT B () LSRR AR T, LONP 3Rk 35 %
16, FoKP 5 8 PR ™ E1 R B R0 B O 452 4 2 £
M. AR R R/ UL 40 i o LONPL 7T R 2
YR, LR R B N ERAE AL K B (8] S5 2T 4
s A A S8 T, B R LONP1 A] S 22 40 o 28 ks 14
e aG A4 M T, i Rk LONP1 W B A fr
PEF™ . Bai "B 503 — 2 BoR, LONPL TE 12 14
B R RN BRI S AL SRR R AR, 76 N
b R 2 R S A LONPL, AT 3@ L AR 3-5%
He-3-FUE IR 1 4H I A & 5 2 (3-hydroxy-3-methyl-
glutaryl-CoA synthase 2, HMGCS2) 4E 7 ZE AR TR 45,
M B0 B DO RE RS 5 £F b . e Ak, BRI
it it B 2 A AT AR B 4E i LONPL 3
G5, A RNA TP K T i LONPL, 7] %
B3R 9 R IEA S S AZ R AR R 45, 2 B LONP1
FE B FEVE S s B A i BORLAR R R
JAERF mtDNA F2 38 R RER™ . AR
i, [ A I LONPL K, B0E i th 77
BRAFFIHE R,

4.6 LONP1 5 H A4t 9%

LONP1 TE# 282 2 40 JFFWE IR Ge J2 4 73 WA 92 9
Ve A B — P IT . RN RFERIRE S,
KRBy /NG B FHPE AR 22 0 CAT X AR 42 T 1Y
LRAR T LONPT 3% _F i, @i LONP1 A2 234k
P R R A R IR B -3 s B R R E A
B fEZe PR RS, IR #R 22 TR T s FEBIT /R K
VR R BN A R, LONPL 3235 12 2% BRI,
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TE R 28 70 W A B LONPL 1] 5 302 R 1 I 24 5 T
S H ML RIA LONPL U] 236 e K A ik AB42 1%
T BRI i B SN FR RS FE AR D RE IR G
AFL 2 g 7 P B 2 1) £ 2 R0 /N BRURF 40 B 5 LONPT 3R
TE T B 5 HT-240 M0 7 1R R I LONPL ) 51 k2 — S 3L i
Fi% i 20 % (dihydroorotate dehydrogenase, DHODH) £
RAMFLIE R KT T4, IR 25 44k i i 2R ik
LONP1 55 Fl DHODH $ 5] 771 I vl 475 385 A 3 4]
T30 SR BRI E AL, B I AT 4R, 1R
DS E T 305 o, LONPT 3234 T i, i 3254 LONP1
AR SR S A O B Wl M DR P 440 S i O
T, T e R LONP U0 5 A4 47 5 8 A B i ™
FERE G P 7N 2 B LI B (peste des petits
ruminants virus, PPRV)E L R LONPL, & %
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