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WE: FAZRESE, HRRMAZSOEREARANBEIRRERE, FRKERST amisitin
J236(cluster of differentiation 36, CD36). i A ApEeikIE 74 48 & 5 & (peroxisome proliferator acti-
vated receptor, PPARs). AMP{&R #i& & % Fs(adenosine 5'-monophosphate-activated protein kinase,
AMPK)Ferid E A A Big AR 38 78 8 7 2 ARy 3 B 0% B F la(peroxisome proliferator activated receptor gamma
coactivator-la, PGC-1a)¥ Z# AT & A A% R 2L 5B ANHTE, 3] R &EARIE KM T A7
{2 fg AR, Az g FiE AR K, 2R f%ﬂiﬁ&ﬁiﬁi%ﬁiﬂff HE R Z AR B & MRS, FFE
L fEA0 L v, BAMRIE T BR B ALK . OB AE 3 1) IR Fe T B AL T VAR B & A ARAR S A 2 AR AT
R, R FELTIEEHMG, FHIHFHRE ﬁﬁ'lﬁiio TR E X ALK RE AR 6 A dE LR, B — AT R
EHAER, SR EEARIERAOR TR, AERAET BN T A,
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Research progress on mitochondrial lipid metabolism

and lipotoxicity in kidney diseases
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Abstract: As a high energy consumption organ, kidney relies on a large number of mitochondrial oxidized
fatty acids to provide energy. Abnormal expression of various regulatory proteins such as cluster of
differentiation 36, peroxisome proliferator activated receptor, adenosine 5'-monophosphate-activated protein
kinase, and peroxisome proliferator activated receptor gamma coactivator-la in renal pathological conditions
is involved in fatty acid oxidation defects, leading to mitochondrial lipid metabolism disorders and ectopic
lipid accumulation. Ectopic lipids cause damage to the kidney and mitochondrial structure through pro-
inflammatory, pro-apoptotic and oxidative stress, and interact with blood lipids. Mitochondrial fatty acid
oxidation agonists, cardiolipin-targeting peptides, and antioxidants target mitochondrial homeostasis and
function, protect the kidney from lipotoxic injury, and contribute to the recovery of renal function.
Understanding the regulatory mechanism of renal mitochondrial lipid metabolism and further developing more
precise and efficient mitochondrial lipid metabolism regulators to prevent renal lipotoxic damage by targeting

mitochondria are expected to become a new direction for therapeutic drugs.
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RRNE N Z P A iEsh R T, B
ERE B AEE K, A 1 2R R H & ALk T 0
. 'B/NERFERE RAR, FEAKESEPE AR L B R 4
EST = RANEZ ) S U T N = WA= 1 TR 2R S S N S S
Diee, #EReEZ, WH/NVE R E &% E R &k
A, FF O 2R AR P AT G D7 R A4k (fatty  acid
oxidation, FAO)FEALBEER LK 2 = ERE & TR
R, iR & — R Y, FRlimR e A A
fiE AU B % PRk & T oK A & Y B B T Rt
FIReRE . ARl AYE . REKi. iE
P25 ) R0 P J5 P R B A 2 IRGE Y B B D RR, B S
535 R A SR T DL NS S SR 4
RN R R R A IS S 5% A L N R
i = e T R 5 H R AL S DA R 0 R AR A
Ao JE ] P A T TR A R ) ot
=L, H2ME IR OS2
973 TR PR 78 B AT 2 DA 5o AR ST MR R AR R
AR, A IR AR R B I ) IR
R, A BN IR R A O T R e 2 e
JTHE A
1 ‘BB A Zemi i A A5

B E A BT A A0 B R 7 2L DLAT PR A7 AE I e
EOREFF AN NG B, ATPE ZLd I vERE MR . MR iIR
A AR A . FEAS R R 4
RIEE E WA A SR, B R 5T s A AR
SEA AR B-SFAGAEBR AR TG, 20 R FL T
FEHARIRATPHIAE B B /NER 2 4R, P R 4 i
AR A0 M S5 AT A e Bk BETh e, PRt B A Bk
MIAE A A BT A SN, ] DLdE i 4 9 A o 1)
REAN AL ATPY . Jlig iy B I i AR AL A7 E T
Hm =l , 50 8 10 AN LTE B B 4SS T
=R g = I = o I =R 7 =R s = =1 i S Sy
SRR, W an B R A o
1.1 A5 RAER YR EXFRIS 3

MR AR LieE A, WE MM hi)s
36(cluster of differentiation 36, CD36). BZK1ME
ERZM. IR E A KGR IIRS & &

I 2K Ik R A% 5 Ui 25 M1 077 T L 2 0 Y L 1 5 it
EIIRR . CD36KIE T Z Mgk, teEfT
P JBE I R A A5 A B 2, SR 4 o T B s
AR, I 25 JOE RN . EARE . A5
R 7 R A B T A AR s Bl . SETR A TR IR,
7E42 M4 5 97 (chronic kidney disease, CKD)/MR/'S
NE R A R e, CD36/) RS E N R
FRHER R AR BRI R TR S, 4 g
iRl . PWIEERR . IRITRRAM . AR fk
VUSSP IRARE RE AR AS o % G 17 R B & i iy
P& v LY HOdE NGk, 1K G D7 R 7 K
FENRMLAI RS A G R L, FEE I SR I A i
(1) PR A0 - 5 AR 5% %% #2 % 1 (carnitine palmotoyl
transferase 1, CPT1). RS- 2 PRI 2 A2 R 1A ik -
o e T 2 2 Tl 2. 2L 8, P PR 2 A2 B 18 38 0 s Ak 66 It
Hil®, Ho CPTUE MG IR B- S A I PR g, 2
IR 1) g i PR 3k N bz A 11 S ™
1.2 LRtk BERRER S 1L

BRLAARFAO 72 1 8R4 J5 J5T 4 K B 1 22 4t
filg A i S ST AH R A 1 L B, B G DT IR B-4A
o B-SEACORAE AR T2 Hh 1 B A i T 4 Ak R £ T At
A, BRA TR % EF M (flavine adenine
dinucleotide reduced, FADH,)F1HH % a4 — 4%
2 (nicotinamide adenine dinucleotide,
NADH)""". FADH,. NADH® A & L3 K H T,
TEEAL IR K& ) A f . NADHAIFADH, A H
TAE b S A R AL T, W RS R B R
W HAAREEQ10, DAZ R B gh /K
HL AL AR (0 3R Co 1T A A NADHRE T e & nJ
DLAE 5T 7 1E N SR AR B[R] B rpr 7 A 5 I A 2
BREE, T 5 ATP B A iZ 34 a8 AEATP!
1.3 LRt kB ARER S L HORE

P o g AT — TR B- SR A AT 7 A /D A R 1Y
HESAEH, XEEAIE R B S s E 2 A
TAE, 7T % FFAD /NAD &4 K 1Kk 15
MU R AT WAL . B AN S KT
25, sk S A W A S B A0 0 52 AR (peroxisome
proliferator activated receptors, PPARs). L% ft¥
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P A 39 B 0TS 52 ARy B B B0 TRl T o(peroxisome
proliferator activated receptor gamma coactivator-
la, PGC-1a). AMPIK i H ¥l (adenosine 5'-
monophosphate-activated protein kinase, AMPK).
UUBRAE E ATl 1 (slient information regulator 1,
SIRT1)%%. PPARsTEACEE ER H I i /)N 40 i o %
ik, PPARsHILLRGIZMIEYIRIL, AeH%32 1k
TR — RARBEAN A%, MDNAZ; 77K i
FAORFICD36 155 541k . SIRT1REHE 748 T4
MRz 2 8], VRSS2 5 Y
. AR AR (B A HAE . AMPK S
SIRT 1R /& 40 M e/ ML £ 1, PJ DAAE e B AR oF
PR EFER, AMPK b i 08 ot e s A% Wik % 2 il
ik, FRARdn i iz & &, EINAD &
&, VEHLSIRTL: SIRTI1XAefE b i L AL TG
B1HOEAMPK .. EATH S S R 58 T PGC-10/K
A S PGC-1 o — P S B 1A% 1 S Bk
BSOS B 5, A B BOE — RO R AR
PPARs. WLEMFXZAASEHIFEARIE, 2 5H &8
RIS, BERAL . IRITERR-AAL . & M= TAEEAR
WL . PGC-loE ZERIE T it/ Ve, LIFPGC-
lafy3Rik, RINARNT RSB, A7 L LR 7 iR
AL RE 1 o, A B S RE g . H
PGC-1a LM B i 4 BRAR B s im 4, T H 25 £k
WARHESIRT1 . 25 Rk, BRI AR IHTE A% |
T AL M B PUK PSR a R LR AR,
PGC-laje R TR 1.

2 SRR RE SERMHER
2.1 ZRKFAORR P S BEE BN RE

XN SR A7 7, CKDAFEAS H Jk
RIARAR D HT I H T FAO 2 EEIR 7> il AR AR /K 4k
AR R e, H— P EESIIELT
CKDHFE A FAOM I Th Be 56 A 1 5 B ' 46
CPTIA. ACOXI. ACOX2%FAOH 3% A Al
PPARA. PPARGCIAZFAQIRR B SN T 1%
B RN R BN, ZERIAFAO
IS B I SIRT 1 RE S il L i B LR Rk Th e, &5
BNE ARG AR T, SIRT1IHIRIE T4
FIH PGC-10Xf FAOF G HE H T 4 5% 5%, T
FFAOAR T FRT ", 0 I A I b 288 [ e =2 A i ik

T3, AL A CBER RS G I R E KR,
it 2 B A 1 B IRPGC-1a 35 e M, i
TFAORE " s PGC-1a S Heif 5 K TR 8 &
LRI AR A A B R AR PR O TR AZ O ER, %2
PIIPGC-10 5 EPPARoFE i & LR i A I 5 2R &
DG, RALKAIRNGE, PPARaXFAOK N 5
SEAETEFEAR, INEFAOBRA(EI1). CKDH ik
A B AU 0 2 AL BE B PGC-10RIE M M,
PGC-1alfJ kR8N R B SRR L R R IE P,
HHBLIRE AT R, WER ORI, KSR B E
597 (diabetic kidney disease, DKD)/)N R f Toll#f: 5%
R4/ FxBfE 5@ )2 L, PGC-1aiRik i
A BIRIEMEER . LRATh RS B,
Lk A @ E M N, A0 (L R CREOA T 2 A
HOgE T2 KangZ5:!" % /0N BB 18] 5T £ 4 40 1 70 4
FERNA DM KB, PPARGCIAFE N FIEMFAO
Vi o i 20 N D O DR o = RAN = G Do s
YA FERE IEMISC. BRI SC 1) 2 B B4 (acute
kidney injury, AKI)JH[E], i, & 20
PPARoMIPGC-1aff1i% M, F#{KNAD'NADHELZR,
SR LR RAERE R H Y BNV B s
J 1) 78 J03 7 A SR R g B Bk, o E 9 0E S R AN
[ R £F4Efk, X e AKIH CKD#E A5 [ JF R 2 —
2.2 ‘BSR4 R HIBE i = & AN BE BT

B PTG o HE AR 2 Bl B I R AE R I,
AN TR) 2 R 110 B 2 5 44 %o B A A R A A ) A
PR 3 /N A0 B o EAR R LR B AAFA O
B, A5 ZB MR R X E B S
2R A 41497 th T AR o 7 IR R A S B O A A
L R I S R B2 0 R £ 20 P 2 A DR R 12
K BENE WA B A S BB IR IL , 385 04 i P9 Ui 25
RERFER AN H i =B & &, S 80U 5 A HERLTE
BN, SCRET SR Al AR AN I T AR S I AH
FAER R PR R BB AL, iR R R E
i 3 B, REERIETE S AMPKAS 58055,
PPARAFIPPARGCIAMI R FIGVERRAG, fRHEES Y
I =l A BRI EOE B NE O = ER R
ZWIRCY, peAh, ATPE & & IEE A 1(ATP-
binding cassette transporter protein 1, ABCA1)LA
ATP N BEVR, R 40 B Py vt 25 AE [0 e A gl i 1) b
Tio MR A O S 0 i AR S e A N
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Bl BNVE R ZRRRE S F BRI FUER R EE

R AHABCATIZRE N, 40 A A JE [ AN B
RIFEHEY , BA AR R,
BRI R AL N 0
B S EE I R B R ARBUAN S SN, R A B
PERR R HERREC, WFFT R B, N HIDKD 2 i i 4k
HT R LABCALRIA B E AL, FFHBUIR R
i EURT I B v A T R AR 2 AL BRI I e
BB R R 2 BN R I B SR ORI R
JiE W R 7K ST 1T T 2 AR RS T 4450 2 40 e ket
JiE 5 I 007 TR v R R, T T I R e P G b el
AN N P HERR A S Ak . R IR IR R IR AN L)
B /INER H e S M IR B B IR 1 ATP/AMP LGB 0, 410
il 7 AMPK/PGC1-aifi #% , X 7] e 72 I FEAH 5C B
SR NERAB RN 2R B4 52 45 1) S IR 2 — B2,
2.3 A5 S A e ML S5 FATh BE R RN
R I [ B 2 B A, R [ e R A AR
2 SRR R M E AR R O
WEZ 5 MR AN IE, 7 HAe S AR
RGN EREAAT. M. NVIV4S, 17F

MAEEAGRMAE R RIEEZEER. OHESS
ATPA AR s, S0 6@ RCEIEE K% 4
&, TR ERCHBBAMRATE T OB
Y G2 R FRENTG, 5 RER AT
AefEts . WiRT s, DKDH R ABCALRIA
9> T B [E B RO BERR AR R, 5lRUE S
A T AT PR 37 e B AL 9 AR R 11 S8 AL B 1R AL 52 6 A
HIE, [FLR BRI AR I BEAG, 51kE 4H id A
AR R R A HURES RS AT RN
5T, HRRT) RERE IS 5 A0 R A R B
RAETE A B A, Ok R b AR R
DNA. HE AR, itk 5]k 40 i 25 1 1) 450
o U MR R I, AT A S ok A I i
ABIE TR RN P B g A R T Ha ), Bl S A
WY, EDKDHFE M MRS R, @A
LBk, 5 SO A A AL OB R Y i
YRR 2 0 RERRLARI, ATPE R, Lk
LN i A A GV = ) 5 A N I o N 17
SANME T, A SRR, IR O B R I
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SEAC Y BEIH77USS-3 1VR YT W] T8 e I AR ET SR/
B SR A A 45 . SS-31HE ) s A T R R
W, R X 2Rk i 25 B R4, JF
THAMPKGE B, A3 RG] 12403 A g J5AR SR
PIRZHE, DRI NER A AN . A 4IRS NE
bR e S AR Y IR, AR R
A AT AR U ) 2 R B30 . I o HE AR
HE EA R B 2 EE, BRI RAEER
AL HES#

3 MAERESEMNEFRERNXE
FAE19824F, MoorheadZ ™ IR T “fE
JRE R, B ER S AN ER AR A% R R R
JG, REEAKRFEWAEAE RS T]KE NI
JiE, FF PR D B A . KB R E )R ) I i
AP, BT g A7 RE ST A R, T B
PEIA G g o B4 A, DU B Nk, B /ANE A
Mo R qm e o, Sl R EEEES . BRItk Ah, B
JE 5 2 B9800 (B Thae A a) Ml mr bl T s =15 5 1%
S A RE 2 MR R I R . CKD &
PRI o, R H M =88 IR IR E
IG5 FE T 2 3 7K1 T v DA S B R IR B
IR o, miiE & B IGE 5 B 3k s+
TEA ELREAH DG, B Bl ik R R A 82 A8 o W 1 v I
AR S B R A R . RIS H . AE
Je, R ik A R AN O R A A B R A A2 4
AR JE P, 3T I R A G D,
FREMMIGTE . RIEEFY 5K, MEEERM
B /NEREEALES . KRR AR S 8L R IB I R
K, N TIRIEBIE R e, IS 5O 3 n
FeE A AR, MERRREHILY. BRSSE
N IR MR 32 AR AR IR, DRI I SR AR IR 5T AR
S o S S N E AR ) PRI AE T, 5 B A
ML= Re i o b Ak, B S0 2H N R 0 IR J AR
R HR AR DI REREAS , RS A &
CIR =R E AN o A A SN K il e e A i
¥, 55 B R AR R R AL, BORE
JE 6 4 S 2o 4B B B S R R R,
AR R R R A Wb 2 T i . TR AE NG
MFERACH W EZ R T, RAEIRKE. 5t
B KA A AR S GE RIS ). IREKER TS,

TREMERAESAG, W E T 6 b0 i g
P BR T RTSCIR B AR R R R A, W
e JIEL [ B R0 B8 I O H B ABC A LFE IfIL i 55 40 L 19 i
SR P AR T BB A, SRR S S
C57BL/6/NRHHILE /NE b A MABCAL K1k
N, 4HAR N IR EE AR 2R [FRE/EDKD AR R I
JEHMABCAIBRIE, T EEM =% R G 2 E ok
AL R A SRIE I,

TXLERF LU, B S0 A A I T A R U A
PTG S, BE6E TR B s B I
H# RN R, MO . XM T
F B B g 46 7 A2 5 0 B 0 I PR B 56 3K R 1 S
R 22 0 /08 1K A X 6 AR 25 6 4 AT IE B ¢ g 24
VxR B — IR A B AL
R W], CKDEFE N G250 T 259 & e
Bk DG YT, Bl U5 S [A] A K B I T P T3 et 1 2
RE B A S MER B . T AR A B
Erxpte, HHEAFARRREZ, MmiTRAMEN
A W R o v (R LT AN B ATS SR AR

4 &k EXEESEERERNIRTT
R
4.1 ZRKFAOH BN

124 1k, EFXFAKIAMCKDHFAO S % 1677
AR 2 R {d FIPPARa.  TURFRMSENF . 7EHR M
AR5 5 O AK IS 28 DL R i A AR 68 I CK DA R
W, DURR 2R 259 O IE S % B /0N 40 i B8 1 R0 4
AL P A7 i o ME AR B AT S AR Y i DURRBE
WD B /INER i 0 (2 B H I = E AR s
BB 7 /0N BB I A R, RIS T R R A
MRIE, RSN oM, RS /N TR
B, —TiMeta /M HE H, TURER 25 f B35 %
AR B o =K, (AR R E AN
RORASBE B, RV DUREST B ThAgE AN B R,
NG G A= RANE = &S ik S ()7 b i 2 i3 S o
B IR AR ABENAE A . EAKIFI R B, &
BRI B /N A 1) BE 2 AN 2 R, B
AL BREFAOMN I K FAINAD /NADHEL %, Ff £
HPGC-1aMISIRTI KT B fERRERRE . B
VETEARUIETS S AKTE R A BN B A
PPARo. PGC-laffJRikk/>, £ HH-EFIFAO
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R Z A AR AL, HPGC-1aff [RKFEE 5 B
IR ERE A OS, I HPPAR o BN 71 AT i 5% b ik
A0 o AR 7T S AR AT LB I PGC-1a
WHNAD AN A&, (REAKIRE . B 5T
R, —FhIHV BRBOE P 2k ——E JE REXZ A
A 38 I R T AT N R 2 A% B SR TR T O
TS A B I FIPPARY G I, BGE AR TR Atk i
FEFIRR LR . Rk, W7k e BEX 324/ PPARY/
FAOHHTT B8 J& 1697 AKI ] —Ffr 7 S g Y

b & X PPAR ¥ 80 711 73 1 B8 AU ik — 2B 4R
%, PGC-1afE—Fh o8 % % 5% 4 Bh s A
T, RREBES SRR FAIER, B0
FHEEM. PGC-1afk 3 IEAIE 17 B F) FH BB =2
CKDHH WRHENLE], HPGC-1afEA R RS
S M b ) B 2 Rt . D /N A i )
PGC-10f % 1] LA RV S RE AT, (2 20 A
PRz A i i T R AR A PEBAIK, ATPGC-1a8))
FIRI 2 2%, B/KTFPGC-1as S R 417
W E T OO N B A R T e 1 R R R
AR N FPGC- 1o i 771 5 At 72Uk &2 06 i R
AT FE AT RE AR AP XTCKD, R 2 B N 3545 1)
TETEIR YT SR o 0T Hb g A — B SOOI ] DA i
BOEAMPK/PGC-1aiB 1, tM3EDKDE/NE F 7 4l
Muge AT, HERARARAEY KA, SEIINADT,
WA EEE ARG T teAh, B T A
RIS B A SRR BE R N B B R, BRI
AL A KR B Ao T 1 WL B (1 (1 320K R0 B E
RYEA, AR nT BRI R S O B 1 3 AN T i A0
TR CEEE 5@ ERPST . AMPKER 57 M
T 77a769662 RE FFAK £ ot Sl iy A FR AL B D05 12, 471
A 0 (e B A R, AT 22 CKDATDK D/
W R LR e, RYEDIRE, 1 UIAMPK/PGC-
1o 1) L 422 985035 91 B 2 2% 1) o3 4F 41 . o0
CKD Tl 1) —Fhog a7 55 25 2 H /I
BE Ae 1 8 Y e kLR R AR, fRIDKD/)
BB . — 7T, /N BERRRE B b PR /N B
i /NE I FAO PR I BFCPT1 . BE3L 4B A S 1L B 1
MIPPARaME L, Bk db/db/ B /NE B
4 H P RE AR 2R, 4k T o R AR R A, b
TETEE MY R IR A — 7T, /NEERR
BELIE T b 25 AF S FAO RN I At (1) AR A2 4k, ORAIE

T ATPIfy = &5,
4.2 e ERE R [ BK RIS AL

Bk T FAOBZhAI, HAth B A LRtk 44 /& F
()25 2R I S ARAR V697 RAR . SS-3 12 — i
T o i I AR LR A I 5 M O BB, RE B8 D 12
PEE IR B QSN ST/ S /NEYI . L4
HVE /INER P9 Rz 40 0 ) 2R b AR 45, KR AMPKIE
PE, B R4 AR N AR AR R P X R, T R
RAER T, W RIEB G M40 Rk
B, SS-313HJ7 4 FAKLEA K (8l (>61 H )12k
LR CRIFAE T, RecE 20 . YK /N ER B 40 i
ERULAN RS, FRIENE A4, xskgh R
PEoN, Lo BT A 1 K T g B — FROET ( CKDYR T
2.

L PR AL B TE VE 2 B AR R L, 26
LA 1) 3 % 1 T AR A R 4R TP A R R AR BE R
Ve ZEERA AR €ink i ke E i s ko3 YA UNGE
ST A2 AR, PENADPHAIA B H Ak
KT, SFECAAC R 0 AN LR AR 2 . 2Rk A
PUEAL 77 T Mito-Tempo g B8 [H 15 Wi 47 75 3 (1 B 4H
i bk B2 R R R -2 AR P TS R I Bel -2 R X H
R L B ORI, IRD BN B R AN i O
T2, Mito-Tempoif J7 [F] £ 10 $2 % 1 ik 35 5 A
KAKIF96 hFik H, Ak, Mito-TempofE
DKD/)N B 21 444 1 CKIDASE B o 6 6% 3 /D> 48 i
St DR R 41 4 Ak R 73R IA IR PN R T 3
FIVE L5 AR 350 K B B Mito-Tempo i -F-
HAKIF'E DhRe K 2 UL 5 1S IE 12 A K 17 CKD
(R 2 . MitoQi& 4 b A [l i S AL 77, 7
CKD 5DKDJVE 7 1 5 Mito-Tempo F 5 M UE
. KMmBEAGT, SEUMEEERE, &
RN AR AR /b s cla MR L k= s XD =0 U e
A ER T e 03 X2 B 285 ) I e e, 9> T BE
AR, NE TN B, 4R AN N B
Bz A5 MitoQIf )T 2t T DKD/IN BB I
AWM ERARTESRE, BE T REY
i B NVE AR AT 4EALT . MitoQ T BE R 25038 T
AR ENE, B 7 LA EsiER, &
Pl 5 — 2k 25 F K R R SR 10 ONE R B4R
FHUS . % 2 FEREBF FCIUESE 1 N 2R A BT A AL 7
REfs W R B R, ORI ThRg . (R LR RL
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PREE R SERE L MR ZORE A S0P N 8T B A2 R
Tl RIBTT 1A B AT
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AR MR AU SRR AR S B VI OC, ik
S A i 35 0 3 ORI R TR R ORAIE, T
JIRE 241 i 2 A7 R B AR R AR B AR S 4 0l A R 2 T
By A 25 PR B B RS . 2R T BRI X L&
WD ATPHIAE R, 5l KATPHESS . AL AR B TR I
AL, 15T AR A AL B A R AT TR R
i, 25 AKIMCKDRERE . LB i € 1 4
KIAARFAOBBN I Lol S 1m) IR AN B S8 A A 22
B R R VR ST B o £F XS PPARa. PGC-
1afIAMPK S FAO B R TR 7, % R e Rk R 2%
(PR 2RI ) ¥ 7 TEORRE W AT 22 4, TTRRAE R
K25 HIRE T 7 1) o A& Gt 1) 2R R B i) 245 P W A
P 24K, 200044 A0 OC IR 5 1 B9 AL 1) K 56 45 B
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