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B R NEE V0 K2 (P2 U ZE 45 Neurogenic Muscle Atrophy; & #1245 Disuse Muscular At-
rophy; FILEESE K KB B ZE4 Hyperglycemia-Induced Skeletal Muscle Atrophy; IEE 141245 Sar-
copenia)pi A\ 0284k KB MR R R EAEIRMAT, BEIRBHIEE3-HES /& 0¥ EFB (Phosphatidylinositol
3-Kinase/Protein Kinase B, PI3K/Akt)iE i 2 AZEH R EMZORA . LA VIRIE R PI3K/AKt
B L RSEER R, T H BIEER . ROSFEMRARETER T RAENBEEZRME, 3
SR B ERIT BB 5P .
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Abstract

The four major subtypes of skeletal muscle atrophy, namely neurogenic muscle atrophy, disuse mus-
cular atrophy, hyperglycemia-induced skeletal muscle atrophy and sarcopenia, have become a global
epidemic with the aging population and the high incidence of chronic diseases. The Phosphatidyl-
inositol 3-Kinase/Protein Kinase B (PI3K/Akt) signaling pathway is a core hub regulating the occur-
rence of skeletal muscle atrophy. This paper reviews the common pathological basis of the four sub-
types in the PI3K/Akt signaling pathway, explores the potential differences that may exist in their
upstream inducers, core molecular events and terminal dominant pathways, and preliminarily dis-
cusses the potential therapeutic ideas and mechanisms for skeletal muscle atrophy.
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1. 5|8

B %247 (Skeletal Muscle Atrophy){E A4 ER = S ML, CLEAT YL ot s> . WL R B
MY ReEE IR AL, HA bR SR N A AR B8N . AT B R, RN ES: 10
SRR 15%, MK BIRRRIL 1%~29%, KW FAB T A 14%~33% [1][2]. A DZEIE, %
T3 51 R BB BT PR R v A IR RORE CCN N R e S AR TR GBS N [3]-[6], A4 ™R [ Ry fhi4H .

FENLZE A LS, SRR LR 3-1588/ 8 F 8 B (Phosphatidylinositol 3-Kinase/Protein Kinase B,
PI3K/AKt)IE B HE UE S NAZ AR AL, 1208 B 38 B W B-m A3 & R R B E 54 1 (Protein Ki-
nase B-Mechanistic Target of Rapamycin Complex 1, Akt-mTORC1)& 45 & A B-XCAEER A O Wk
(Protein Kinase B-Forkhead box O, Akt-FoxO)7f#i4ERELARRAS[7] [8]. T MLZESE 435 3 EAK IR A
9], BAPTIRAMPIGEFER, (M LR AN FE A AT A% Cood 6, 5 0325 () BH 3 % 2 R Qo] B4 A
PER UM%, PR RS CRET R R R . BT, ARSCREVISE R BN WA (YR R A
T MRS R B2 ML EE4E), RGP HAE PI3K-Akt JE % b1 EREEIEAE, BRI B IREh &, 5%
Oy T A RAR E FIEB T REAAAEN ZE e v, WP “ BlFReE - o0 T8 - FUERRE 152
Fmg, BAEANESE TR R R R T SRR RS %

2. AEZERILEHH

PI3K/Akt il % R /E NG 5 1 S Sl M, PISK/Akt 38 b ma S 4 5 437 F0 i Py )
B XTANRRIEEE . R TR AU AR A SR A AR B AR AT B (8] VR NI B 1) SR AL
PI3K &4 i P4 g o B e i 2 2 —, £l pS5 Al p8S TR LK p110 {4k I ZH k[ 10]. MR
ANFIE IR, PIBK FE 4 =2, Hdr, B p8S Al p110 WIS 128 PI3K K45 i i & HIME
. 4 PBK #UE] LWHE S5, pl10 ML AT (40 B AR BEVLEE-4,5- — %R (Phosphatidylinositol-4,5-
Bisphosphate, PIP2)#% ¥ i AR I LEE 3,4,5- =1 (Phosphatidylinositol-3-4,5-Bisphosphate, PIP3), MIfi
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N ESEE W AKT [11]. AKT J& T 2% BRI KRR, %K R4 pleckstrin [FYRIE. A3
VA PR IE AR IERE R A[12]. AKT EE il AKT1. AKT2 il AKT3 WA . 5 HARH R AL A EL,
AKT1 BRIk &N 2 [13]. VERE (G, PIP3 X AKT MUBEIRRIL 22 0 H £ . PIP3 1 Jcilid 3-MEIR VLA
MRS B 134 1 (3-Phosphoinositide-Dependent Protein Kinase 1, PDK1)/5, & AKT 1L 308 £
22 IRINBEIR . N T B AKT BI3EE, PIP3 /3 T AKT ik 473 A7 s i 22 R IRBEIR AL, %A s fL T
T ALENY) B I R LR A E &%) 2 (Mechanistic Target of Rapamycin Complex 2, mTORC2)H[14]. i 5 2,
Akt [{158 2 B0E 7 PDK1 43 Thr308 BEEZ LM mTORC2 /1% ) Serd73 BERRIL .

2.1. PI3K-Akt jB BB XA

PI3K-Akt BB AN A KBS P iEEZ O0M M, HiBid Akt-mTORC] M{EH#HEAFKR &K, i@
it Akt-FoxO Fl#lfi| 85 (5T B, AT ZERR LA R & .

2.1.1. RERTX

Akt-mTORCI Hff, %40 AIHGEEC 4G T PI3K (135 4L, PI3K {2 f#f PDK1 XF Akt 1) Thr308 {7 s #E47 %
itk . Akt [FiE AL iE—20 380 mTORC1 1351t . mTORC 1E Ay —Fh 22 ZRG e, 18 1 B R TE A A 25 1
S6 Jiff(Ribosomal Protein S6 Kinase, p70S6K) M E % B PEHIL 4G N T 4E 454 2 1 (Eukaryotic Translation
Initiation Factor 4E-Binding Protein 1, 4E-BP1), #iMiiAEEI R fE, k& B i & [ 15].

2.1.2. MR E

Akt-FoxO 4, Akt I BERR L FoxO e 5 A1 R A UL A 2 19 5 14 P A - At OB A6 A 3 28 FoxO
EAA LI, T FEAT A% . T FoxO TEANMIRX N REBS ML LA RE VR 3G e
AUAIFAFEE A 1 (Muscle RING-Finger Protein 1, MuRF1)FALAIZE4E F-box £ H 1 (Muscle Atrophy F-box
Protein 1, Atrogin-1) I 3%, At Akt FIBEER A0 AR A 20| 13X PR Rp DG ER VL A 22 48 A S i ik, AT
I/ B A AR 16]

3. EHFTRNBERTER
3.1. MEREAELE

PRV Z 48 1A% O 28 B & e B R 1 B AR B0R A, SRS 3l o . w Wi
GG PHERAT YR PR AL . R S5 [17]. HiL i) BifiE R BCNE S #h & o il 5
AP E FRIA T, Qi YR 40 228 7% 4] T-(Brain-Derived Neurotrophic Factor, BDNF) {9/ [ 18]. b4k, TIR
SERYIRAL 54> F 1 (Sterile Alpha and TIR Motif Containing 1, SARM1)(KJ##i% LA & TAR DNA 454 43
(TAR DNA-binding Protein 43, TDP-43)[#] 5& {7 57 i Fl SR EE & REE K 70 F4F . SARMI 7EHIRAZYE R 4
BAT PR TR S EEE I [19]. TDP-43 & —#h RNA S58E M, HAE 5 8 A 154 2 UL 25 45 0 2% A Ak i
(Amyotrophic Lateral Sclerosis, ALS)fRE[20]. #id 97% ALS & & M %2 5] TDP-43 7E 40 i - ¥ ik
FLRAAR[21]0 IR LRI KL [R5 80 PI3K/Akt @ EEHIH]: SARMI U Al L #E NAD+. B#0E INK &%
(45 T Akt BEERIGIKST-[22]; M 77 A B2k H) 55 % 2 BRI %2 /& B (Tropomyosin Receptor Kinase B,
TrkB){& 5 : BDNF il i Wi H 52 4k TrkB R A E R4 VE H - TrkB 15 5 0 2 k2D HBE IR A0 IS Z R A A,
SECER E A SEERENG, YE RS PI3K () p85/p110 P IEFE A7 48 4 i, f 2404 PI3K/Akt 38 B 805 23]
[24]. &R T F A R EFFAER I : © Akt 12 H0E FoxO3, (kLA 5172 2 H:R MuRF1
Al Atrogin-1/MAFbx )ik, SEEAFUKMEREIN[16]. @ TDP-43 £ 2% /MR 5 40 M - ) NOD #£52
{AE 1 3 (NOD-Like Receptor Protein 3, NLRP3) 4 iE /M, B4/ 2 -18 (Interleukin-1 beta, IL-15),
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1455 987 SR BB Rl F-a (Tumor Necrosis Factor-alpha, TNF-a))/#% K -F B (Nuclear Factor Kappa-light-chain-en-
hancer of activated B cells, NF-xB){& 5% F[25]. NF-xB ¥t — {2 MuRF-1 Fl Atrogin-1/MAFbx %%
ALK e %, INRILER B BRI ph 2 e 0, TR M RAEEIEIEIR[26]. Z5 L, WA SHaE
FrP TR E 0 SARMI 8 H A TDP-43 S R4, #EMflR FoxO3 MM E HKM 5ME RAEHR
I 52 A iR 22 R M UL 28 400 R A R ) LA

3.2. ERITEANE48

AL ZE G R TEAE K BIE FRES T, WKHAENRRIZ) . A TRE DS, WIRHSRAER
BT MR B AR [27] okl BV R SO MU, /) S R AR SR B . F TR, HUBRR )ik 22 S5
[ & RS2 AR -1 (Insulin Receptor Substrate 1, IRS-1)EE 2 BRI ER LI/, M8/ PI3K 155 [28]. It
Gb, IR RERS 2 JUL PR 25 4 (0 LG ARREIR 55040 £ 2 B v ] A B AR 8UMURE R R AR [29] . REE I 731
FHEEEES DNA #7245 [ 5 1 (DNA Damage Response 1, REDD1)FEK#45RIA R i, #Emisos
SETPEREALRE E S 1 (Tuberous Sclerosis Complex 1, TSC1)/45 5 ML E & 44 2 (Tuberous Sclerosis
Complex 2, TSC2)MIgg 4| =G40 . XL A0 IL [F]#0H] PI3K/Akt 8 & mTORC1 #&tE: REDDI1-TSC1/2
HE YIS Rheb (& 5288 Ras [FIJEE ) GTP BREGE & HEME, [212F Rheb-GTP E-54)7Kf# 4 Rheb-
GDP &), Mi#IH mTOR BAFIGE[30] [31]. 2K S8 B I O RIEE T 8 B & i il fl B
Wi - LR A : © mTORCI V& P FRAK B M X p70S6K. 4EBP1 4541 el B ER AL, H0ik] B0 136 A 4R
HFE[32]. @ HLIN S3E K F mTORC # 2 E Atg13-Unc-5 FEEEE-1 BERRIIE N, B3 EWE[33]. 7E
JEHPRE TN, EBVEWSAR RS, BT IUARIEM R =, EARREHRT AR, HEIZE
InE[34]. @ MIABHAM ST FHEE FE T 1a (Hypoxia-Inducible Factor 1-alpha, HIF-1a) 2471307,
HIF-1a 5 SRR IS FE B0, SR RA S Bk [35]. FFFE R, /NG EE PG, Ja LA
BRI FE TR T 50%, 3 =J8 SN T 25%[36][37]. ZRRifRaz 4 ® ATP P24, AR RS S 1
A(ROSFaAS, FL[FIN R FIPENLZE 4R A 1 BN 45 (380 25 1, AU 778k 2% 5 1A B i A0d b IS
REDDI-TSC1/2 &40 mTORC1 155, #EiMifilk & A5 & kst B, 2ok, XU EH
PENLZE A R AR K R £ S AL

3.3. BmPEF LT RINELRE

e MU R B LR 40 0 — PR AR 3R AT 1% P 2 DLW PRI JF ARE , (ELTE N JR IS S8 28 R 823 i 11
BT, HERWRWAN B39, HAZ O U & 18P s b R FL AR 3k T R B TR B 4k 2 7= )
(Advanced Glycation End Products, AGEs): 8% & MILHE 75 5 1 ROS AN A] B il 1440, iergidst
WOE P BUBGE B A5 DNA #0305 0 H i B -3- B i B vE 1, R AGEs TR RR[40]. BRI 47
THEAAE: & IR 05 2 (B C (Protein Kinase C, PKC), %% IRS-1 M2 A B BEERIL[41];
AGEs 5 HZ{RRAGE)4E &, W& H ¥ CB (Protein Kinase C beta, PKCS) [42]. PKCA iEMET & )G, W]
T R AL 0T NADPH %46 4 (NADPH Oxidase 4, Nox4) & &4, [ I 30 MRk g A N nd — 4% H
fiZ (Nicotinamide Adenine Dinucleotide, NAD)#EE, A Nox4 AL ML ERH[43 ] IX L4 T 3 PI3K-
Akt SBT3 3MH] . IRS-1 A1 PKCB FL[F ™ E 159 Akt 3GPE. BERe1k IRS-1 25 i PI3 i p85 & Itk
F Akt FIBEERIL . Akt BERR AL 275 RACM SR G AEFI I 5 FHEPT[44]. PKCB M Akt £ Thr308 {7 ()RR
b, JE— B3 Akt iEME[42]. AR FE @R B AW - IF - FAASBCEENER: O Yin S0 708
YT EVELERE R 5 LD B A 0T AR AR A AR O AR F[45] . X — i R nus KB A i g, FIH
FrERIRAE IR A ) E B B AE A = R R AR, AT ZERFRE B 11T ZEFR R RO =10 1 ZURE IR
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ANERHT, B IR OE DLAME RE B AN, TS BV ZE4i[46]. @ MLBEIE IS 40 M SME 5 0 5 B0 12 35
T HIF-1a #A07, A HAEGHMIAZ 78 240815 18 9 B2 42 K X1 (Vascular Endothelial Growth Factor, VEGF)
RIEW) F 3 f KT [47]0 WFTERI, EREPRIRIEA T VEGF SR v -3 30 E AL kb, 36 VLA iR B 23K
Pl NI AL A TE TR, FENIAZEDE[48] [49]. @) Noxd4 Ui LG TEA, F FLK A
PR, RO FH[50]. FRE R SEARIBAMY B AR S5 1, EaBuEiz R - EE A
RGINENLEE A R, FINHH A RE Z AR, BB ZESE[51]. 47 b, S ILPEA AGEs i8id i
7% PKCB 5 Nox4, #1151 & ML D eFahs S5 8 S, X B0 m S5 & 1) B I 40 R AR R R i) 5
Bl o

3.4. FEMANESE

M NZELE 2 — b DL B UL A ) B ) SO SRR A 3G R PE L RE R, T 2RI A R UL
B NEE, LAMLEE FRE. J08 NI, URdaid A8 5 52]. Hotz O i s DR S 3 08 v SRR LA A2 1
TRERAE, Ja& R T2 EH 550 W% Y (Senescence-Associated Secretory Phenotype, SASP) A1~ [ 7 #A[ 53]
[54]. K> THMR, B, IRS-1 Ser307 (KR )/Ser312 (NN 5 BB 1k £ Bl VR ik R 1% 2 B8 45 4 4%
FIRIIRE, 4R IRS-1 SIS E 2R IR 46, NMkss FiE 545 F(55]. Hk, dEHES
A LB A #1577 2A (Cyclin-Dependent Kinase Inhibitor 2A, p16)#iA & THE[56]. XL 4F 53 PI3K-
Akt SEERH]: 5, IRS-1 R R 2R G RAS B S B PIBK BOE 2 FH[55]. Hk, A -6
(Interleukin-6, IL-6)AE 175 5k & 2 4CHT,  HEMI#0H] Akt-mTOR 5 5 @B . 1L-6 & BRI RS 55
SR SR R T 3 B3 E AR 115 5 i S HIHI R 5 3 (Suppressor of Cytokine Signaling 3, SOCS3)
RiL, SOCS3 LT IRS FI¥#E [z 5 PIBK 14515, MM FEAR PI3K 5 5([57]. £&KEFHEBIIRHE
WA © FEEZERE, WG BB U 2B W S, Wi sh i B s 7%, X PS4
RIS, B BERHT[6]. pl6-RB i/ & BUCEHRPTRAZ OIS, Horh, RB (ML BF 41 iR i
1, Retinoblastoma Protein) [l p16 75 % 2 4 il i 28 TH & i 230, A0 40 A A 3 2 3 4O it s 4/6 (Cyclin-
Dependent Kinase 4/6, CDK4/6) %1%, 5 SIUi IR A4 AR 199 JI55 REAH o 87 2 [ (Retinoblastoma Protein, RB)JFH %,
MIMAF 1R E2F B A7 i 4%, (R 40 i i SR fs= i B 2, HISS i AERe ), IR ESEI 2 46(56]. @
SASP ¥ HFARZ 3= - A AR 114- 25 A RE S0 1 2Y(118HSD )5 1 52 ot B A A, 3
SRR I Z A S WA TR SASP TR 3 WAME K R F-, W1 IL-6 1 TNF-a, IX2E{E 58 K1 ELHEAR LY
SRR AN 55 K RE[53] [54]. BEFUUESE, 1L-6 Rl id i LAHM A 192 3= - B E BRIR IR AR s 12 R PRI L 245
YEF[58]. RIEN-FHVZELR ) 55— HURIE T, Fonl {2k 4 2 Je ot B AR Rl DA 3G 5 o0 AR, X — i3 R
11pHSD1 Fg - F——1%BFREMEACILIA . B 88 S 2 R HETE YR RT AR A TS T 20 [59] . BEAE AR 815
£, 7E TNF-a. IL-6 40 FHES T, 11BHSDI WG tEosttog; [FIR, REMESAER RS 7% S
11BHSD1 ik, Mo [AHZANHINLIAE[60]. @) UM b2 o — RHAFIE, TERZME LY, At
M)k BANME B DL AR B o iiib o AL, SEZ PR — SR AR YR
FEURES N R ORI I Pk, BRI 3 B AR 5K R RE ) T BE[61 ] R sk BR 1) 18 SR BRI AR
BIPERE, aE— ] LA 2 e . 25 b, S0 BRI S8 AR 2 E @ 75 3 IRS-1 DIREFRIG A pl6-
RB B, HEW 51 A AR TT FRAE - 40 i 2 1 A A I A e ol B R 5 2 R IWL 38 4 2B R R 1) 2 AL
il o

4. Wit
AR FEHET T AR RIS 45 2 SE R B 41 (PI3K/Ake 3 TS5t R, 34 T BRI 2 7 (04 -
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WPORBNRIER « SR> T F 5 2OR 1 Sl ) P REAAAE 22 50 o IXAVOUA B IR N BRI A L 46 1 ks
BERRHLE, oM BIT A FAERL R 259 -4 TN 2 R ) AR 76 LA R ST SR 2% i 91 P PR
INZONEFRAE 77T B R BEAR A H ANBIE 7T 77 17

4.1. KfE. BESHEENBHIMERZE

AAEHLFTVAGN I AR 3= Tl B AR LR MBS AT, T2 2 R B A5 28 FLIM 4% o AR ZR
PENLZESEH, TDP-43 59 SRARE NLRP3 #E/MA, FEJHCIL-18 LAY 58 NF-«B 3 3G, A 75 548
BARS5 FEAE 3 ROS A2 f; ROS 4kifi i INK 22 FoxO3 BRI AL, 5 NF-«xB A L i
MuRF1 i Atrogin-1 1635, HILTERL “HHE 50 - AR - TAKM” IERIGIAEK([25] [26] [62]. K
FPENLZE S, REDD1 431 mTORC1 #filfgRR 17 % ULK1 (%], 5 2h BWEFET; HIF-1a 2R
FEBOE A RAR B, SRR EE D KT REZ A . ATP A A 2 BGE AMPK, i EE41#] mTORC1 Ff
B P AW . SRR, SRR ROS #f NF-xB 75 & & K& 2O0E, 1 2 A K F TNF-a 7]
BN Akt WEPE, AWAIEEH “HUREER - B - ZeRifk ROS - Z8AE 7 12 . MZ[30] [34] [38]. 1
A E A INLZESE R, PKCB/Noxd SlEF4L=4E ROS, HEE LA AE i, Hilid NF-«B fiedk IL-
6 F TNF-o 73 ih; Akt WEPESZHNG, FoxO3 NAZIIE FIWEAH DGR, 1 [ Wi 7 1 i 5 B P e L g e
fR e — 2B IR E AR, TR B - SN - SOE - EIME” ARG ER[45] [50][51]. HEEWNIZE
4ith, SASP A T-(IL-6. TNF-a 2§)% STAT3-SOCS3 il Akt-mTOR {55, Jfiliid 118HSD1 88 f= i
B2 SRR f DA AL 3 AR AR s S AR DG 2R R AR Th RE R 1S T 2 ROS B I, BESHik SASP &AL, @
AL R LT PR NO AWRI B, DI e i B 32 2 5, BRARwmH “YifiaE - &
JiE - EUAL R - Ui B RS (22 2 O BRI 44 (53] [57] [61]. IR &3 B 18] 732 (1 SR 4 5 28 O G H
AR S B — 1 S TR A 5 B X AR AL BT DR IT A 0 B2 AN R 02 T B U A 428 S s

4.2. FET TR EIRATE L P EIGEYILSCHbis & AT RERYRBR 77 R

VAR SCRTIR I 43 J2 T TSR ms ey BB A AR A R I PR S e, (15T 22 S I SR 7 BEPRARAE T30 A5
FE eSS . TDP-43. NF-«xB 2 Nox4 S50 F1ERN T 2 S5 Z R B i, &5 ki
P BE X DA 52 0 B SR 1 . 6Pk, VB R RO R TR R A B LAY S M 3 20 (1 MCK 88, MHCK7)1#$%
AAV BARSCHLR AR PUER, BRI FHPUAR IR B 25 0(ADC) BOR 52 @ LA B A BE ) s 18 2803 . R, B
(RS HE 7y BT N IRT o IR B L 4 5 2 0 R 22 98 DN A8 2R (N 22 A W PR J8 3 R A2 2 5 AR R L), B
AR R R LABIE = I BORE R . AR M @R T R B TR R K ) B AR R, i AT I
A R LS FPE miRNA (20 miR-1. miR-133a). SASP A1 M ACHAE BE, 45 A HLa% 24 ) ik sh 4 )
AEF ST hAh, BT RS KA NI AR A REREMERIE Akt REA 8RB &
FARH, R I TR R BUE KA R T R ZI . ATAT T O RAFEST K Akt AU BRI AT LS
PRI Akl 351 BTt ki X5 245 77 22 AR 60 2 R XU, BRELHE T T R Vi IR (Wi B PE 401 FoxO
SRR AGR I RO e S B KON . s, RIS e T s T . ARG RN
B 5 IRVE 4 T LA S 1) A AR, P BUTRUE SHMBE. BUCRY “Hralie” Wit e, KiE
REDDI. pl6 %550 FArEMim e aiiff RiZ Wik 2 4 SIBmE L, BRIV 4Eramist,
RN SRR Th g B B 3 T 45 R (PROs) &8 LA B I R = LIRS 44

5. g,

LR EPTIR, ARYRTE. R R URE VR A R R L2 4 B PISK/ Akt S B B A R -
IR R BT X — A BRI, (AR BRI L SR )1 R OR RN B R A AR B
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BRI . M URTE AR A% O RFER A TDP-43 58 SEA P ARk (22 SR, 3@ id 0% NLRP3
RIE/A S NF-«B {55, 5 FoxO3 WpRIFEONER F /KM 1R A L2845 i 3= S LA DU T BUAMO . 77k
K5 K [ REDDI-TSC1/2 i, 3 mTORCI iFVESZ I N E R - LR A RS A AT i OB 8 A (UL 2%
%5 £ 2 PKCA/Nox4 it/ S UL RIS - MU T RERRAS B ARG IR TR S, JEAEA R0 3 5 0 T
E MR A 0 S P DL SASP PR1- 73 s« p16-RB Hli A5 1) A BRAC IR A AU A S5 38 9 R AIE AR B2 2% P 45
AW FUES RS RS, SR T RT T A C BRI - LTI - N ) R SR .
SR, WRAEAS [ R e R X0 a) €5 . PI3K/AKt S8 A [ VB 0 e i XS, DA% 22 95 1R 28 Jim - 350D B
WA, TR M2 HET TS AR TR 5 45 B A0 2 A 22 S 60K, IR AT ILET4E, T4
B G BRI SRAE 25 R i f) 5 R VA AR, I 45 5 L 22 38 A% 22 T O SR B HE BB AT DR SRR IE, AT
FEBY I 05 B0 25 1) AL 6 7 SRS B E A REE [ I PRSCBER, IXWT RE XS T SR8 24 A o — B i T U i
I A= 2 AR A H R

SE K
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