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Abstract

Mitochondrial formyl peptides (mtFPs) are cleavage products of proteins encoded by mitochondrial
DNA. Upon cell injury, mtFPs are released as endogenous damage-associated molecular patterns
(DAMPs) and recognized by neutrophils expressing formyl peptide receptors (FPRs). This review
systematically summarizes the release mechanisms of mtFPs, FPR1- and FPR2-mediated recogni-
tion and signaling, and the regulatory effects of mtFPs on neutrophil chemotaxis, calcium signaling,
respiratory burst, phagocytosis, neutrophil extracellular trap formation, and adhesion. Recent
studies have revealed that mtFPs exert bidirectional regulatory effects on neutrophil inflammatory
responses via FPRs: low concentrations (10~100 nM) of mtFPs guide neutrophils to injury sites for
clearance of necrotic tissues, whereas high concentrations (>1 uM) induce homologous receptor
desensitization and neutrophil dysfunction. Meanwhile, mtFP-induced neutrophil desensitization
increases the risk of secondary infections. FPR-targeted agonists and antagonists, as well as immo-
bilized antibody-based therapies for clearing circulating mtFPs, have shown therapeutic potential.
Further elucidation of the molecular mechanisms underlying mtFP-mediated regulation of neutro-
phil functions may provide novel therapeutic targets and strategies for sterile inflammatory dis-
eases.
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1. BY

ik

2R hi A B G ik (mitochondrial Formyl Peptides, mtFPs) & H1 £k ki DNA %ifi 2 [ I 2407710 . 40 32
FIFA 5, mtFPs /E A —F Py I A 3545 40 5% 43 4% 38 (Damage-Associated Molecular Patterns, DAMPS)
R, I8 PR 4 S T ) R R RS2 AR A, RIS b R A PR A, T R PR 4 B ) A
PR TT. v M4 (Reactive Oxygen Species, ROS)AE il 7k LA K AP 4 40 it fifa 41 1754t % (Neutrophil Ex-
tracellular Traps, NETs)/ =4 8¢ A B B A2 . H ATHF I 27, Hh PRI f 2218 7 Fh H 196 K 52 4 (Formy ] Pep-
tide Receptors, FPRs), El FPR1 1 FPR2, AN[AIfK) mtFPs Xt AN [F] 52 A (KR Bl A i B[ 1] AEAUA K A ™
HOMGEFEEG . BT RS, G H S BN E mtFPs, 1] 51 A VR4 I A 5 04 SE0E IR
ITAEK, MDAMPS 1E 6145 J5 4 5 K0E [ W £ &1 (Systemic Inflammatory Response syndrome, SIRS) & 4 &
JE AR H 252 200G [2] . [Rtk, B mtFPs 8 A PRI A 98 S S T REFIALA, X TR NERAE
PERLYH M 2 5 (1) S A D008 AR WL A B X o AR S EE g mtFPs % o P L 4 i 2 i i S T RE )
WAL AT 2RIR
2. ARG SRR O

LRI A AR AE Ry IR 2R s sh BT 3 A a8, S5 ReAQl, $RaS Y. ROS A fe 4
PR o5 2 o A A iR Sl o ZORIAGE — M S AR SR 4R S . T DNA 2 XUEEMCIRSE#, 5 H%
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1% DNA B AR . 2Rk b 294 1200 FPag 5T, (EAUA 13 M Zkifk DNA %ifid. BT Hiz4ni
% DR 4 0 2 15 AR QA B R O TR R U2, 177 mtDNA 2R f 13 i 1 oS 4R S R 1Y A N- P gt FFY At
IR, DMEARA mtFPs, 13X — mi 5 4 B R VR 1 8 5T = BEARALA[3] . AE TSR I L R, X
BE SR SN T 2K 1) mtFPs # B8 B AE LRk N . — BLIRNH B S EEMMAE T, LR N BN,
BB LA G e R G2 -

I PRAE OIS, FEF - EaM (AT a4 belss) B b aT kil 210K & mtFP Bik[4]. shsess
IRRI, RIS R BRI A mtFP WREETHS, JF o 5 IR BEAEAE LR S AEAT O ML 28 [5]. fE AR
Wy 8 25 A 1 (Acute Respiratory Distress Syndrome, ARDS) £ 3 1 37 S8 iy E P AN LIS FEAS A, mtFP
KT E6]. HAEW TR, = E A B S+ ND6 (NADH dehydrogenase subunit 6)74< B2 #0{g 5 A
SETFET. LRI EY, mtFPs IR 5 RV T H 4% R 5L 41 i .

ISR T — 5371 T mtDAMPs 7E6I45 )5 SIRS FFHIEE(EH .. Ye 2] R Giskfa i, £l
155 JE BT mDAMPSs EL4E £E ki {& DNA (mitochondrial DNA, mtDNA)AT mtFPs, w35 £ fl & e A= 538
RIS JORE N . 59 R AR A % 23 T8 5K (Pathogen-Associated Molecular Patterns, PAMPs) 5| 2 [ B 4 1
SIRS AN, 5155 H SIRS 2 1 DAMPs (& mtDAMPS) /5. EATER A, mDAMPs AMULERI{S
JE R ISR RAE IR, A BT i (1 S e b R HEAE F —— 2R RSk IS I DAMPs AT BRI o Mk
MMIPTRETIEE, B35 ROS AR BRI, NETSs FE R AR 2 4 PR 77728 o X P RE 0TS 2805 S RE 1
TR EAE A, A mtFPs 71 J5 28 RE 2 i G SO R R I A

3. PR 40 B 2R A FR B RR A IR 51
3.1 HBRZREFiRE

H PR R N LR B T 8 T AR, B ST R A AR A RS2 A 2, (R B S A B T R
HUEH AL . FPRs & G & A BB %214 (G protein-Coupled Receptors, GPCRs)#a 5 ik % i1, 4] &K Il
Tk g . A2 FPR A& =i : FPR1. FPR2/ALX Il FPR3, H:+' FPR1 Al FPR2 & ki
YA FRIA[8]. ARl mtFPs i H MR A MRS 28 0 & A ARIR], B R g0 i 25 - I S AR TR AN R[] -

HPE KL RIS 1) GPCRS FEIG MR AR . SAEST . REVHIR R SUEE ot SR FH[9]. 40 B AN
RIAR R 5 A i B e TR R N- I BEAG BB FPRs AR5, AT 5 h PERL40 i Th B . Dahlgren Z£[9]1%)
WFocHa . AR EE FPRL, BRI 32 B80S FPR2. X EL 2K 5 7T 15 S NADPH (b= 4
ROS.

3.1.1. FPR1

FPRL e 78 A\ A ) b R 20 b % IR[10] [11] . FPRI 5 HI Bk 45 & )5 S vh ok 40 i ket . B
RIORE WP R AN Ak 55 22 PP RE[12] . FPRL7E TG B 1 2k 28 RE 08 A i HL ) Hh PR/ FH H 2 52 B B AL
FPRY (6 B AR T A VR 20 B e A 301, B S 52 AR A A7 T8 R 75 RO AN 20 3h /L b o B IR TR P s
YR [ FPRL 2 IEAH/KFRIE, 7E 2P SORERINEC R 1k F i .

McDonald %[ 13738 i 4% A 2 5 A A S0 0B W 5% /) B0UFFE U J3 30 A 4 51 A 1) oy A A PR R AR Y
RIS R 26k k DAMPs Il id IS FPRL K55, 51 SH Mgl ittt . Mahscisd, At
R EGE P RS BRI E H (cyclosporin H, CsH)BHET FPRL FT {2 2 Jak 55 HH 144 20 B % PR FEAH i P £ 12k o
Al szit T, CsH ALFEEE FPRL AL ERIA K LysM-eGFP /) B o It bn 40 B 7 SR 48 X 3 ) 52 T8 7 o) vk BE AT
F[13] i 250N FPRY [ECAARI PR T HBEALIIK, (HS 820t 50 R IR B AL IR (W 28 T G IRk B
AL)JR A E FPR [12].
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3.1.2. FPR2

FPR2 5 FPR1 &AM 74— Bl 69%, RA EEFVEN:. REFAEERMELIE, =& BFEARA
[F A 546 St . FPR2 RJBE 2 Fh a1 i ot AN IR SR Bah 70, 7= AR 28 B 48 S B, AR B T3
BFE I B AR B2 AR £ [14] [15]. MiEEMFEE A A 5 FPR2 4G5 SIE % RN, SRR
NF-xB iE 40 ZH IR TR ) 98 E A S B3 I K o P 4 it 7 i A8 K< [16] [17]. FPR2 #H%C T FPR1 R
WK MIRE . PRI FPR2 &5 fMLF (N-F Bt FR AR Ut - S22k - 2RI &R) MRS M 456, (1
A FURTE LR A SR IR 1) R IR LG FMILF B2 B 8080E FPR2 [18]. FPR2 5 HIREIKI 45 &2k A ) 2 B
JIKE C s gesE, 5 FPRL ) N SRR AR F[12].

MCT-2 (mitocryptide-2),2 55— I FLAN 73 B8 HH ) mtFP,  SRUE T~ 2Rk DNA Zw At FrI4H il (5 3%
B & M. WFILHkIE MCT-2 nJ 25 540 R 28 i Sz HL-60 (5462 11 55 248 Ai) 73 £ P o P 2
RS, JFE S FPR2 456 (21 ERKL/2 BEERAL A4HL A Ca2 ik B2 T+ [19]. th4h, mtFPs ND4 Al
ND5 ] e s T R 40 FPR2, 5% NADPH ZAbBEN S A A ). 78 5 eepcimh,
FPR2 5 21 i 58 5 AT A5 AH 55 [20] . S IR 70 26 B, FPR2 75 8042 153 405 AN 33 4 20 T A 05 ThT B B A T
[21].

AR, FPR2 7EGRIL - F¥EVEH14% (Ischemia-Reperfusion Injury, IR 16 I 32 392 7% . Cao 2%
[22]&#1E (Cellular & Molecular Biology Letters) HIHF &I, 'HHE IRl 2 FPR2 3= 247 mtFPs ¥
i, il ERK1/2 S A5 A MR gE B A2 A ROS AR, M IR B HER 05 . 1% 00 7T 38 A i mtFPs 3
B RS A MR AR, 45545 R FPR KIGHS U WRW,, BHIE | FPR2-mtFPs-ERK G 7E IRI 1
RBEE I [22] 0 1X— RV mtFPs 50 B P 28 0 2% B 45475 T A VR P S A3t 138 AL 2 T PR IR SRS
FPR2 1 iR T #E s /) H & 52 3 FHAL[5].

3.2. IERABIAZFiRE

SRR N AEACE I P RS g, T 25 2R A R B TR R, (R AN BB 25 B A IR F G, kiR Y
FR TR JUR R R IR A IR e — e P, LR AN B [12] 0 JE I BEAL IR TR AE 4 M B0 oI e BRI, 2 7
FLA A A 1 [ A S S 1 A R 78 O 70 A OO AR R B T JE BRI 2 R AR B Ik ——
MCT-1 (mitocryptide-1), M KIE T 40 3R ¢ FABEEE VI, o] 30E ki g i, 55 F AL AN R
R, e FPR BERGHE G SHH. X—RIMEWY], B 74K FPRIEERAL, ZobiAkIE K IkEY)
JR AT RERAFAEE FPR A 1 R R A0 PR S I& 2 . A, ZRRifk DNA A B tb @it TLRO I8 B E
PERIAING, 5 mtFPs JL[EH A mtDAMPs (8 A2 N 2% o X LEAE G IR 2 AR IR AR IAFAAE, 375 mitFPs
FHOC B A R0 B A AL AT BE L B BT AN E A R A, (EAF 3 — IR F[23]

4, é&*ﬁ%ﬁﬁ%ﬂtﬁqﬂﬁ*ﬁéﬂiﬂﬂﬁﬁ&lﬁﬂlﬁﬁmiﬁ%
4.1. FABERKS shiERi 4B RaSSTR7S

AP A PR PR O S A R P AR A %2 B AR BRI RE A SR . Raoof 25 [24] FREU/IN B2 A T i 14 Py 25
WP PERL AR, R IR A AT A A AT (i A PR R A SRR, RIS FPRYL AR A BT IR AT
FUIMIESE mtFPs S0 AR R0 A R 51 RS A L P 45 5 IR BE T i [25] . Rabiet S5[18]F|HfE R FPR.
FPRL1 A1 FPRL2 ) HL-60 4Hf, W5t A 4k mtFP 74 Wfih & 40P N AS B 1T s i RE 11, RN ZkE
& ND6 At H Z0is FPRL A FPR2, 75 541 Afw P4 45 55 139 fn

ILER U — SR T AR ERE IR R E L. Kwon %5[26]& 3% T (Journal of Leukocyte Bi-
ology) MIWFFERIN, MEFVERTIMKE M, FEIFP LRI/ N- BB GE R 5 4 b ki g s FPRL, i
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PG %5 8 - M) — R R U, S B B R AR AR R G AR R b, i BR mitFPs R KR LT 4
IR PRI ZR L FPRL A1 45 25 1l AL DI RE[26] . X — K DU IR AE T A A GBI I6 5
(N Y

4.2. LR BAEERAST R MR 4R B RS AL A

FH R 2 e A S A DR (1) 51 08 11 RS R B2 AR A S, T B S AR Y A R4
X R A% O DR . LPE 1995 AFRIAHRGE, JRE B NADH B EBG 2L 1 1) mtFP X % b ki 40
Mo B A, SRR E R, A ND4 (FMLKLIV). ND6 (fMMYALF) 4 fa % ¢ S AL LT (FMFA-
DRW) ) N A5t B N-F kAL 7S KR BE s % 75 FPR1 A1 FPR2 f#) HL-60 4 it & 4= Ca2*5) f1[18]. ZHff
S, mtFP fMMYALF (ND6)X} HL-60 4l fi 4 AE FH 280 T RIS PE[19], S mtFP /i 5 [ Hr AL
YA A IR AL T TR

BB FEIMIE L, /N BRERRLAA AT I P 2840t Hh VRN i B A A A T [24], BRI S 280
Mk, e mREEE A SEREZ A TR PRI, B /EH EZ K FPRL, CsH FH
FPR1 0] & Z Mt /EFH[13]. 278 mtFPs 55 FPR1 45425 1 iR 4 ik tl .

FEXT T 2 My FF a7 /0 BRAB 2R o, mtFPs 1 5] e rb MR 4t P 212k I DR B8 A7 o {5 F FPRL #5 47057
AT LI AP R 40 IR, R R T SORE I ME[13], $Es mtFPs i FPRL ZEdE b ki, AR
PraRiaIT IR AL 7RIS . mtFPs 5 mtDNA X bR 40 BB IL-8 HA W EIRLRL[6], IL-8 fFA—Fhsii
], FBH mtFPs A [a) 45 1 5 o MR 48 A £ 12

MtFPs 7E4F o MR A AR 51 A B SR A R [N, 0] e PR 4 e o A AL DR 1 LT B4 (1 =445 Ba)
GROq (A=A A 5 BUHa 1 K- ) (¥ S B2 [4] o mtFP 585 7 ) PERLA BT LTBs BURPEFEA, 6040 )5 R &G 5
ARG ARG I . mtFPs BEREBOE th IR ANE, RN, Kaczmarek ZE[41H8F 5Tt — K W],
mtFPs R I I [F] 5 A1 S U5 i B8 GPCR Ak, | b MR i xof HoptE A5 5 I RS BRI R A2,
FPRL R FELIWT AT A 9% SIRS JF O 15 3= 4052 040 5 4% KBS G4 [4]. B 5 mtDAMPs 5 5 1 H PR K 4 i
DI Redmil) 5 4k K &G Rk R %V mtFPs 3@ BUE G & F R Z K 2 (G protein-coupled Receptor Kinase
2, GRK2)f# GPCR W {k It a1k, mtDNA JUERE TLRO LIRS g R kath . HWERREThRE[2].
2023 LEM— R WL S SC IR AR Y, AR REIU) mtFPs £8™ EARA i 4k R 12 e A i A8 1 g A ek B
BAER[27]0 X R INILEHE7R T mtFPs ZEAN7 )5 515 AL 40 B B0 1497 5047 5] At ) g A A,
ERe AP E R ECT (R

4.3. EABRRASRIZ PRI 4R PR AOIT IR 1R &

PR 2 AR P R A O S N R R A E R, NADPH b2 5B & 9 5 T il ROS HITE AL
ROS 7E 15 = B AHIA0 9 RE J W R HE AR A T —— 75 R I G Bl 2B 420 1 [ B R e 5 403 1E 5 404 . mitFPs 7T 15
Sep kL4 NADPH LB~ ROS [9]. ZHZH IRI i fErh, ohb 40 i@ i NADPH &AL B G 1L 7= A4
K& ROS, Z 58 MWNHOtH—PHF PR, § RRAERMN, FIHALRHI . Raoof 55 [24]17E K
BRI, Bk N AT T ORI P g A, 7 AR KB ROS. FPRL 45577 AT ] mtFP i 5
f) ROS 4 .. mtFPs ifiid p38 Al ERK1/2 38 i vh ki 4 i 3 3k ROS A i

2024 4£ Dahlgren Z5[9]I3R T H R4 GPCRs T2 A & TR HIME S L, F8H FPR1 1
FPR2 HEEHIAHL, (E7EEHE NADPH S LA~ 4: ROS i fEfE E %%, FPR1 {5 5 it RhoA/ROCK
iP5 NADPH SALEHEPE, 1 FPR2 JUi#id RhoA/ROCK 440 il 4840 55 2248 T i NADPH %4k
BREEPE,  SZARIA) I AE HAE FIAE 20 i 3 i AT S . FPR2 # mtFPs i e ik ERK I % ) ik o 14
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PN 28 S BT IRI BRI 9E[22], #E—PAESE T mtFP-FPR2-ROS 475 G B M 98 RE % B F 4 H 1 9%
HAEH .

4.4. FRERRAS HR i A 4R A R SRS Th BE Y S

H P £ PR o AT R TS 77 7 G R T R (R L)« e S P R (R 8 SR ) AR O s il Ser v
ZMNS T, 250 EARIE R S5 - p- CFE L I (8-hexosaminidase) & W K 5 W0k 2 & =F & 1
%5, FUREBOR A R G I RO R AR A, i AR AR A P B BB R AR . Marutani SR, SRR T4
# ¢ FMER LA NADH Al % 4. 5. 6 VUM mtFPs MY A A 205 3 HL-60 4HiRiLF%, iLHETS
T HL-60 AR - ChEH . MCT-2 JH A FJEY) hMCT-2 78] 55 HL-60 4 7344 1R Hh 1 4 24
FELH S N A L MR BRI B- OB E G o T 9T R B FPRYL e S MEFS Bt 7] POL7200 Xof rh i R 240 A 1)
YR AW TS T 5 5T, 1T R FE (L0 uM) CsH S W3 (1 40t £ L AT e R T SL IR ¥E AL o X — R IR
N, MFPs Jf i FPRL X VR4 A T g 0 T8 28 —— L3 JB0 F0RE 5 7 W —— 0] REA7 7 TC AR e 1 AR P32 A
RPERZE S, AR MR — P AT

4.5. FABERAR R ERIZERR NETs BEAAIR NG

HR R 20 AR A M I (NETS) A2 — R4l B b AE P B s AL, TR L AR AL % - NETs AMUEA
FEEH, ARG EEOR R EE B . Hazeldine Z5[71 KB, G145 fa kLA K IE H) DAMPs A ]l
Hil PR AE L NETs TR R, S2md PR R R RE 70, 23R KR Gs . mtDAMPs T4 g R 5218 % i
KA ] /> NETs A2pl, 12808 5 N-FEERRA T 1 AMP 3616 25 [ ¥ (AMP-activated protein Kinase,
AMPK)JEALA 5,

AR I — 478 T mtDAMPs %F NETs (i35 EH . 2025 1 —TAF 58 &K 30, N- P FR G 2R
(fMet)fF A FPR1 (IR 307, @it FPRI/HIF-1a 15 5@ L b ki 40 i NETosis, M IMZE k&
REVS R OB HERE . 107U E ) fMet AT AR IR EEAE TS S O LR 2 Ibs S ANE ST #E 28] X —
RINZEHH, mtFPs 75 505 44 R il B S NETs TB%, S04 1E T mtDAMPs #1#] NETs 1%k 8
TERTEG, $7R mtFPs % NETs B84 AT A B T B4R 10 3 A4 BREASE . mtFPs 76 28550 -H NETs i
(X e 454 H i R adk — 2B R
4.6. FAEEAART PR LE R FEMITh E AR I

TCER M SORERT, W0 1 R R A B TE A R AR R IR RS B R AL, TR PR RR S . W A
Fibf . FBHEE P ERIANIL LR R S N AN PR BRI E B A B S, R g B B
BN N R A, SO0 N R R IE N, BRI K I, INE SERE N . R PRI 5 P R A0 A PR A
AR FAE SO S0 A R b L B AR

7% H e A BT, K R MR A B 6 BT I P B, 3 O™ R AR < R A T S BOL AR OR B R T mtFPs
FERLT) mtFPs AL PERL A A T 9 B 4R @B AR L . Sun [29]58 R, RS #ORE I AR mtFPs AT
REIE N P B A AR IE I 1 o Sun [30]55 A I, 3 T P HR PR 40 i ] s P B 44 L e 3 PR 19 5, mitFPs AT 8
P AT ) B2 A PN R P . DRI, 3] mitFPs Sk Fh R I A S, T BE G Y RS R I S 8

5. XT FPR #Hi i S EFIAHR

FPR 48[ 25 0T A N RAEFRIIR T 324t VRIS FPRL FEHTRIPA R H ATAEMC i L.
RS APTR 250 % 1 BB L A S LB FPURAE, BRI T HH FELIK S FPRL 4558 T
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R R R A P A, AT R SORE IRSE . TRV AE S — 3z A8 P AR A ORI 77, P9 B e %
i SN, 23 BEA FMLF 05 N AR R0 R A A B 30 2R TR TSR A o N2 AT T
JE RN S 2GR ) FPR FE BT AR 36 4 M 40 ikl H BRI 5 S A v e R 40 B A, v el FPRL A 3 10 A
i R AL ORI

ILAER, FPRY/FPR2 A 48 E VB 16 YT #E pi (WA U A5 B3k g . 2024 4F Yi 46 [31] R &5 [mlmi 1 ik
2 20 FF/Nor - FPRLFPR2 A 23004k gt ke, 48 FPRL/FPR2 3ah1E v i 4OREH IR, Haisz
FFARFFI T TG . DL FPR2 R (SR T SRE 78 H 25 52 2 AL [5] -

2025 210 FPRL FEHUAIBE S BB . — I A B, R B il 2 B B I IR AR =4 T A
(butyrolactone 1) ] 45 2 BHLIET A PERI 40 i FPRL, Jk# ARDS ()™ EFEE[32]. 55— TR FedE Lt 2 T 45411
RERTR e %558 H FPR1 # 571) 668429, AL A VILEAR SN I G e 1 FPRL /R rh ki 40 B Dl g
35 ROS P28 L i R A 884 2 14 [33] . IhAN, FPRI Flil BLAE H700A T7 AT 8 4051 28 A S A 477 Bl
T2 MREEEAE[34] . TEH AR MIEE R QUL — Ff mI 28 32 i 57 e 1) /N 43 F- FPR1 54155 T0080 ] %
B G [ SN S AR I, $OR FPRL (5 502 2 R ML R I CEN L], #5PT FPRL AT RERCN —FlVA YT IR
M&[35]

JURER IR, Kwon S5[2610F K& T —FhJE T [l 2 APk i 2L 7 VR TS BR UG I 4R ki N- FHE Ik
Jik o iZHF NG AR 1 ABR IR B SRR RN 2R A N- I BEE AL IR 7 s S RIS &, il T 3T
ERIGPTR AR N-HIBE KBTI 0, I MREE PEAR S 2% s B 173GV mtFPs. SEEHEEME, 1X%9677
BT R B I EE MR T B R AR B AL RUR B D BE . B IS BRIEHR mtFPs, BHIE mtFP 5
FPRL AHELAEF, KI5 B 1M b R 40 BT B D e, A BT Tou oy Jik 20 Wk 520 34 A6 3 R A — IR e T Ik
g,

AN, 2024 R — T ST ORI, MG LKA RS ) ND6 IR 1 AL AIE NIk B f& B R At
RINMHGH B AL Db &, 0ok T FPRL sh75 MT-ND6 {5 A B A= Wbs 0 RTG I7 $E 55 (A 4
[36]. TEMRE Sy its, B 70 30 B A v s o S0 B R R MR A B AT T 4 i 8 SRR S B R T R
[37], #Hk& T FPRs 7E/ME % v 7 A I R FH AT 5¢
6. &5iE

VB —Fh AT MR PRI B A B AR A0 5, PO IR mtFPs 78 84 Ros 21 AE BRIRAS R IR CR] 51 kg
PERLA A . mtFPs i R OAT 3 BOANE M SORE RN, DN AR B . T4k, BEAE X FPR2 7E IRI
H /R R [22] - mtFPs A~ 14 Hh b 4 i Jid 50 5 4k I G AR [27] I BR B 35 mtFPs FR8T B 6 T7 SR [26]
PA S FPRY/FPR2 /N3 T 5 45 4050 i A [29]-[33155 77 THI I FL A WHAR N, AT mtFPs i 5 o Mok
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