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Progress in clinical research on skeletal muscle atrophy
induced by chronic kidney disease*

Shu-han Wang, Lin Zhu, Ping Zhou
(Department of Pediatrics, The Second Affiliated Hospital of Harbin Medical University,
Harbin, Heilongjiang 150086, China)

Abstract: The protein-energy wasting (PEW) in most patients with chronic kidney disease (CKD) is mainly
manifested as skeletal muscular dystrophy, which is closely related to the quality of life and adverse prognosis of
these patients. The pathogenesis of skeletal muscular dystrophy is still not clear, though an inadequate intake of
protein, the activation of ubiquitin-proteasome system (UPS), satellite cell dysfunction, RNA dysregulation,
metabolic acidosis, inflammatory factors, and hormonal disorders are considered involved. These factors lead to the
weakening of the anabolism and strengthening of catabolism, and eventually the progressive loss of skeletal muscle,
presenting muscle weakness and atrophy. There are many interventions for skeletal muscle atrophy and they may
vary from person to person. This review mainly summarizes the pathogenesis, manifestations and treatment of
skeletal muscle atrophy induced by CKD, and introduces the advances in the treatment and prevention of CKD in
recent years, aiming to facilitate the early identification and intervention of the disease to improve the prognosis.
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I HE R AR G AP BB L, R340 A s R
FEARE AR SO CKD JI 20 % L2 46 4 79 % 9 AL
il IR T A5 Tl PR R A — 23k

1 CKD#ESERIMZEFHRINH

CKD G IFRER A E HEERAR, JTHRAEL
R BAT B B F, WP B T - BE i AR
(PEW)P., PEW EZLIEBENLZESS . IRE T &
FRRMIA G RN, HLIE 2, HIE A .
1.1 ZARENBD

IR CKD B # Wil R R, 'HoimeiR 1L
G A . IREER A ERRWEA, HKkE
PEW. 734k, RZe N o> ihis 8 5 H R BE R AH M,
FEIE ZFELE S KA PEW,
1.2 ZE-EABMERENEE

17 % -1 AR R 45 (UPS) 593 Pl i LA 2
BEIEAT MY, JFE bR iD RN E AT .
B, 0 R R AR e R S I R R AR
il MR AEERER, RPN ELZ RBOERET] K,
R 5252040 5 E3 12 K 3% AR BLAE FH Y
B2 FZ-HEEAMEEN. ERTF =85HR
(adenosine triphosphate, ATP ) f£-7E T, 6 fLAIZ 2
BEEBEMEAR, AERNSHEEARZESY, ¥
265 & FEEHA RS E , HARid i PR . E37Z
ESUErA VRS P I Rt i il e e RS e g
AW R, E3 % 45 M L2 45 Fbox—1 (Atrogin-1)
DL K WLERFE 1 1 (MuRF-1) 5 BE TG B, S f
Sl NS S S P e - e 2T AR 7
7/ R
121 B Z/E B ZH 4L K EF 1 (insulin—like
growth factor—1, IGF—1)43 5 i@ % M AL ARE
IR FEAN A 240 1] CKD 1 ~ 5 H AR ZENTIGITF I
F, IAE M IGF-1 A1 IGF-1 454 % 11 3 (IGFBP-
3), VEAGE# LR IGF-1 F1 IGF-1 524K (IGF-1R)
MR . & BURARE CKD 835 1A ML IGFBP-3 fifi %5 %
B A B 2 R R AT N . 1GF-1 7KL 5
B IhAeTC G, (B IGFBP-3 /K Fhfi % 3 % 4 K W 152
R BRI I, Xl e R EE LT IGF-1 5
IGF-1R 4 £ F A% . IGF-1 5 IGF-1R (i 3 F1 )y
DL K IGE-1 4 1 9 /0 W] g5 B0 IGF-1R Wi 2 1k 2k
P, M FEEHINES . oA ZMEEaEE I

W . 44 R D E A R EUR S RAGF-1 {55324t
B E IR EZEA

122 X k#HF BT (FoxO)H I A &K G K i}
H T FoxO [ LR LAY Tz R -RAMHAE AT
AR, PRt LIU S50 1 58 289 42 i 2 ik (SCP4 ) /2
T FoxO AR 544 T o TEEE 38 09/ BRUSC L 48 i
W, SCP4 i BRI T FK A, TR SCP4 BH
1E T SRE 48 A A 0 ) 2 K A . SCP4 1Y i B
TR P FoxO1/FoxO3a WAL TR, Fifi J5 43 A B
F (AL HE LA A K & Atrogin—1 F MuRF-1) {3
KM, ISR RAN R E AR, AR
i B K IR 7 C2C12 LA, JF LA NF—wB #R 1: Jr
M SCP4 ik o 7E B A CKD 19 /08 B i % L
t, SCP4RYFRIA BiH, I, SCP4 & FoxO % 5t A
TR RS, IR A M K

1.23  BEREGBE3(Caspase—3) BB E B
AR 25 2F CKD #4005 1Y Caspase—3 18 1 95 7 =038 Jin
WU 2 10T 0 R A . QO 20 DD B LR 38 11 2 2 45
MMPER, M =2E T UPS IR, HEmE (55
VR AR AR HE B LA % s QMR R 0 B K
fife 1 PR o 3 SRR M 2 0k i L AR R
PR =

124 MAAKIHFEARETEL  CKDBE B
WU LA ZE KA 2R AR R T, S LAl
MRS bz ks G, WAL TFRN : QLA
Smad2/Smad3 4 1% /5 5 Smad4 45 & iz B M,
S MSC A OCHH + T, il & 8% LA K o0k
@Akt BRI L, F I FoxO ¥ 5% K72 A 20 i
UG INE3 MRk, w8 oA s

125  RigtHsm P E5 LA & aK#  CKD KT
INE AR RS, B Re Wl A R
A REPEW AERE N, JARVIS 25"YE pH 7.4 Fl pH 6.5 11
WO B 4 B ek JULER B AR B RO AR S
ORI, pH M REAR S 018 BT — 8% 2 (adenosine
diphosphate, ADP) B i, ¥/ WLk & 1 5 L 2h & A
M55 85, BEEAEAE = LR E a4, L
BRE AR AL E AR, AL A T
KA b o XSS SR 0 L PR A A S S 0 WL Y
WEoE T, AT R b a0 AR B 972 2 mRNA
VL SRR, 2% B UPS w14 25 1 K A 9 B0 o
AR P R v 3 34 2 e A1 8 0% R 3 0 385 in bl Rz Jo
WA, OB B BT B n AR v #0045 A Rl
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PR B KA, AEAS 520 88 1 5 A il o
126 XERFHEASILAZORM RIEHNT
S CKD K Wl fa b & . WU SSPHIESL T RAES
UPS 5 WILIA f 2 (7K R R G s A DG, A B A
% 6 (Interleukin—6, IL-6) BEAE ¥E 22 3 B 51 L /) 45
FIK M AL B LTS AR o L Ah, SE IR 7 AT LA i)
FEL PN TR U 2RO R AR, SRR, AR R
T, FECEBHIPELS RN FHEA SR,
IR IRE N NS BT RS SO
127  SEFLSWAEGRH CKDAELLIEE
ZMBREILSFH . B, 4e4: R D almat e
DR 21 355 17 55 AL 40 i b A 4 A R D 2 AR A AR
P KRG S T e R Y, REHGEA R DES AT
MR RE P REN, SRS RESESMILA
AT, W R T R 5 Ak B A P A TR,
VR RS WU & B ACHT s # (2 i FoxO 3K, WTH
UPS 4%, 155 MuRF1 5 MAFbx %35, {2#EE 8501
HEHACHT . SATO "2 T 5 E 45 M E3 12
B LG o B R MR T R B B LA 2
GRBVETEAT T, IF4E H Noteh 15 51 [ 52 791 B 1 iz
BT R AL ZE 45 0007 B xR

g3k, CKD 3% M4 % 5K % I (Angiotensin 11,
Ang 1) 7K F- B d b e, AT 38 i s UL g d TH 46
HALUPS R 40, fRedkNLN R FIFEff . REZK 557 £
Ang [T Xt FVB /N EUCE B LIS SE 0, & 85 | /e 9 8 1)
IS UL 305 98 £ 2 e A T AR D, B3 92 K OE R
Atrogin—1 Fl MuRF-1 A0 26 3K AL 8 T [A 7 Bax f 3
KGN, IR LR R AR T N . LIu A
TEWT, Ang T 76 55 3% 19 C2C12 WLAS b 7] 12k 40 i 1k b
BT NLRP3 (3%, C2C12 8% T Ang 1 23884k
B AP R (mtROS) (1977 4 o X ok it 5 1k
FIAALREAL T mtROS Fl R K i 52 %) & (MtD) ,  H. i
FANH T NLRP3 R PE R 09 16 fL -k & T B i L2
4%, FeW] MID/NLRP3 7F Ang 11 5|58 (145 #% LI 5 11
I AILEE Fp A T AR

175 52 FLPE R KT R AR 2 A HLE] . R EF
YA AR A (FGF2) 2 B i L b T 5L 40 it Y 8 22
TSR, ARV, FEHIRPLARIRIRE T,
B L FOF2 1 3k W 35 A%, 1T S2 AL R B AR
HMFCR2 PRk, fiHARE . B, S
F Al E R FCF2 ik S 5 NAA K", GURLEK

SEPOPEAR AR OE 1Y 55 1 RS A A2 A I IR AE AL S 4L
FAE S AR A, A AR S, T3 43 A
BI1, AT /RIS R, RIS S LR K
H5FES . R EASKFEME, RHEILHER
REAR S i 55 1k B RS M A2 3 O B LT i
1.3 DEHRINERE

CKD D8R 25 SRR — RGN 5 . Sy i o 4t
B, TEANMA IR H # k RAS S 2647 40 i 3
AL SIA ML demn G, DI EEET 0 UL IR
el 22 B M . (HARRE A CKD S 300 17 R
SE B F I 98 3K FE [ F — a (tumor necrosis factor— o,
TNF—o) W BE Thig,  T0 A 40 i ) n L AE o 7 55 8 1Y
b AR R R, T AN Y B R T BB T RE A 7 3
TNF-o HJ 520, TNF-o 38 33 2 B F kB (nuclear factor
kappa—B, NF-«kB ) {) % S el 2> VLA Ak, IFREAIR
MyoD A2 1 BTRRE PR, I BB B L2 4 .
1.4 RNAREEIER

MicroRNA (miRNA ) J2& % 19 JF 45 A% RNA K Ji& |
FE B WLE A PR ol 2 CEZEH, Ty
WU A . B R BRI PR EEEA . LA
ZEYAE M 20 BB R R S AT v AR A M A AR
TP S A B LR miRNA B SRR Rk L AR,
AUEHE R W miRNA 2 5 B a5 LS HAL 8 5 2 [ A
RS, MR CKD By UE R, XU %252 56
W] FoxO1 F1 PTEN J2& 5 #% )L 48 f v miR—-486 HY L5
miR—-486 A i 1 11 ] FoxO1 #111] Atrogin—1/MAFbx 7l
MuRF-1 153k o LA B A9 7% 5 9§ Yin—Yang1
7B CKD s LA vh Rk B, Bk miR-29 HAT
5 Yin—Yangl mRNA 3'-JE B X B A4MY 5, BT LA
miR—-29 A/ ] BESHE AN Yin-Yangl, M0 A=
A, WANG 22223 5 CKD /N UL H miR-29a Al
miR-29b T I o fif F R % 2 A 5 00 R D RS A
C2C12 L4 i p 2635 miR—29, FFilH T HX Yin-
Yang AU LA AL /3 AL A 5200 . %% B miR-29 9 34 i1
FEAR T Yin—Yangl A9 =F B, oo Al UL 20 e 1) LA 1)
s34t PR CKD #06IL A H Y miR-29, AT S 2L
B SR F Yin-Yangl B 3835, A LA A= .
1.5 ZAEIBEXRESHAIAZARE

YRR ER TG Y T B R DK B R (AR il 1) 7K
SRR WP ATP IURE S Z 2 E . R THLAL
RRAYERE , D= A ATP n] RN S 7 i BUL AP =
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AR Z I REYE G S, A0 AT BB RRLR L P U 4 Y B 1
W&, 7oh, WUERE [ EaE S 550 ATP KN
ADP Ui A 1, DB BGHR o nT BB 5
B WL B . SU SEPII X CKD /) BRUULIA (1% H W
BT IS 2y sl B )i AR5 F R (Acw/LFES ) R
57, MU G . 76 CKD LA WA 7 A TE
s S, Acw/LFES #1#i| CKD i S 09 B W BiE, A
7 BT 1S I CKD LA i) 1 A DG B . ok A IR 75
iE /)N B I 5 A WEE B, SRR AR ERLR 1 A )
A K ATP #9774 . A8 CKD /NER Y, ki iAc st 5%
T A(TFAM) FERLARF 5 PR i 9 22 2485 3% 2 (Mfn2)
WA . L DA 1 77 A Acu/LIFES 25 0] 384 fin 28 o 4
FE i CKD 1755 (14 20 5040 40 it 4 18 58 400 90005 =2 1K y
GG F 1(PGC-1a) . TFAM I Mfn2 i3k /0>, i
CKD /NEURI LR i A . SR, LB 2F 2 2 1
ANREE L A WE B . A, CKDIESRY A W L
i BRI ) RE B RS A ATP 42 B0, SEILA
EASH NS
1.6 HBERFILEEEE

CKD 3% ¥ Jn 5 45 5] 2 4 25 e 7 i & AL .
ZHANG “5PMfifi 7k A A0 1 R B L6 LA 2 88 T = e B
(B RR R, I A 25 BB A A L S g,
FH S e a2 R il e S Iy R R 5 B 30 3k N
A 1 1 EREE 3(LC3) Al p62 A 2 38 K PFA% H I
TPk . 45 SR ok I R A ) 0 s ] 40 e Ty 3K
e Lo ML MM ZESE, B LC3-/LC3- 1 1tk
i, SE AT O 55 LA 40 R 2R 4
1.7 FEREKRE

CAIEE R, CKD & I iE i h A o5 &8
S0/ DPT B R | Rk 1y A i S PR FEAE R R AR R s
WE MR TIRE, (1A E A B i RE RS 4 P,
R AERAS . B T -RE B T AE M CKD 1y & &
Wl SR . R L A B S5 22 M A R P
%, S Toll FEZ 4K 2 (TLR2) 45 4, 4 1% NF-«B Fl
AP-1 {5 5, R 40 i - I B, B R
KERAE, BRERIES . S5, BRRRWIM I D E
PO C2C12 & L 20 M 1 1 58 A LA TR B, 38 n
C2C12 2 Afg v 9 75 P 40 (ROS) Fl 48 iE 44 Jfd Y +
(TNF-a, IL-6 FI TGF-B, ) 55 5 58 WL 3 il A1 S& iy A
o LR | Rk Iy A 3 LA ZE 4 A DG SE I, LA
KA H RN Atrogin—1 A=, PR AT R W5 | Wik i ] 2

R AR L
2 ERNEZRERRI

PEW 5|2 &8 E 40— iR
PEW 5 23 516 CKD i A4 B i ILEA T PR #E
B SRS . LS TR A AR, KRR AR
B, RIS A, ATREE S IR A R
2.2 BRIZEFESHIEXIER

HHNLZE RS WA AR b 4% . AR b
(HEH WUBF HLLRSE) , IRATEE RS (%
RE i B R PEAL L B IR AN R RAE AR
NI FE SRR (R R EE RS 50 B R IR D 7 20 L
ML=k MU R R Z ), RERRAR (EABAR.
RE B SE ) S LR IR AR AT I S8 A LS
o, EARYIESHIRE. S350, ATLARHIAY)
HLBHHT AR 0B . RESEIRAAR . LD A A5
W B L8 A T R

3 CKDHEBEBHIZEHWMTFMSHE

N FEEF
CKD fB 3 75 B3 o 1Y & 71 03 FRE it 4 A
o i3 B SRR RN PR WS, R R B R R A
AT R . X T B B AT B R U, R
WKEMMEE T o N R, JE0L R E A
Firh IR 2 A e A s E P, HAA SN E
B R L O I AR R i R R A B
NPT, FEANFE AR F R oK o el B £ 40
Wi RFEER, MiH, WUEF. BERi. . 28T
(47 A SRR N A, 5 B R B o B R R T
3.2 fMRIEZN

iz 2 ] i 2 R 2R AR SR L B A S AR
ZHANG SEPNREL B Hiz 3 8 il Ji, 48 1. CSA Fil
MyHC 25 1 3Rk 15 2 el , MDA W FEAL, BE
Y AL BTG PR RG SR, ATP = 22, Zohr RH R
®, PV TR ANIE A M NLRP3 i1 3k, Py
TERARI A KR A AR R g, UL R
12 2y A A 2 PR B RE R T e Y 2R AR T B B
fi5 . SRAE T [ WEE BHA R G0k 85 CKD I S ILIA
M . Exercise 3455 75 #7820 UE 7o 6 1~ H
(P A SR i 28 AT SRR T30 5 BB B L ] 42
FAATRE I FILA ) B A AR A8 S L

2.1

3.1
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R T R 7, L LA A AR SR AR L
N o FEIE PR3P B b 2 2We A4S B R — > Wb A
H B2 T CKD 53 i A 1 e
3.3 #IEEHhE

I 5 Rl T Sk vk B T U B UPS 1 T b
&, SWLAE F G S 7. DUBEY S PEAL
ARV R rh B X B A DR Ry s, &
L CKD 3 F1 CKD 4 1 £ 3 #b 75 0 I A1 i ik foe 12 =03k
I ZE 24 ~ 26 mEq/L, DRI IEShRE, Jf4E
R E S, Har, AR P22 5 T 4k
B, v A AT O T it AR X 25 5 5 | R K A
R 1 M CKD BEPE AN R R 8
3.4 HBEERETERINSE

i v I BE = AR K -1 (GLP-1) J2& i1 i3 P 43 0% 1L 41
JiLA R 43 6 1) 30 A R I KB R Ll sz
TR BLAT ZFh AR EFH . HONG 2609 % 3 Ex—4 1) 1
Dex {97 19 C2C12 JJLAE A (LA < 300 i 22 R0 UL IA) 25 4
Wik, Ead ©pE R MR Z e ms 24
YR R AN 32 o 7 Dex 375 & B JUL PR 25 4 45
RUrp ) Ex—4 8 90 i L PR 25 40 DR R R A LR
K (MyoG il MyoD ) >k B35 UL 2245, AT ZUIL
PSRN RERG AN, 76 CKD LA ZE4i i op, Ex—
4IRIEIN T LA . UL e R/NFIILA S AE .
4R nT A S A 5 1 B R 1 B LA, T B
) 248 L PR A A LR B L KOF-

T 38 3% P 28 T P o S ) ) 5 AT A ) 2R R P &2
Jo 8 I T fd BE R R CKD B R LA R
MACDONALD 455 52 BUfg X 22 W W ik I 5 Bl 2 98
PR, AR B (TCRR W9 T 9 7K AR D i B 1
HLREFE A5, A5 3 T 23 WR 147 T 1 5k WL A IA 1 1) AR
ito FZ, AT B IRTIRER S, ND AR
T34 s AR 3K 56 T 8 75 22 LAl T e, 9] n iz s
IS

B ZE 897 ] 3% CKD 51 19 WL A 25 45
TAMAKI S5 25 /)N BRI JEE PN it FH I A 7 2 4 2% Bl
JK, 43 A I g R A AL e LR g i S B
fif 77, 383 % B PCR i 5 e b /K DNA 5 DU %, &
BUE 5F Ghrelin T A5 84040 i 5/6 "B DI BR A /N BB 44
TR, it LA P PGC—1a 5 37 IX 1Y F 5L Ak 3¢
IR RS i, AT 0 B L 40 .

35 HMEESHEEK
WANG 2512 % B miR—26a 19 &M I I 48 i L A
MR R A, EL SRR R AR . BRI
AT 5 ZRNGF-1 2% Y AR O LA 8 1 i,
X Akt U L E TR R AGF-1 15538 % . miR-
26a i FoxO1 fl GSK-3B Je i, F&ARBE S Ekbt. 78
UL PR Hp A 3 i 3 3K ] 3l gk A I A A 5 () miR—26a F%
%, Bk CKDESM LA ZESE, £ UIHH miR-26a
SIS K IR YT CKD I & E # 1 fE 1A TT 5

EA IR LI, AR I (LFES) J& — Fh gt
REA, B FHRIR B ARz ), it
P20 IGF—1 15 538 -4 i CKD i % 19 B 85 L2 45
AT 228 2 1 AR . MCGREGOR 25 57 & PHLids
BTN LFES o] DLl (LA ) o, i 6PN BESAS
IR AE BT I R PG I R R — R AT R R R
SCHARDONG A543 3 1) ) i1 A 37 38 565 VAl B UL
Wi, s A LR 254, IR Bk sh ki
WA FIY R B ARRAF N L TIRE, TERA SR AL
SRR LA o ot 0 AT 1 U ok R B AL
PR A, IFEAGRIER

BAEA Z 07 AT LR (5 5l i, b il
Myostatin i P55, M AFFET I AW 5% 25 18] B HIF 52
fH . Myostatin 42 52 Wi JJL A A= K 0 G008 15 B, #F
CKD B # R B, 0 HKF T Lk WL 32
4%, ZHANG 505 3o 1) CKD /) B R 7 St L A:
KD 2R, T2 FRAE T, 0 AT AL B
e IR 3 N S Ui 5 ) | B IR i INE R o
FURA AL, W3R TR 4N hRE, JFoE T IGF-
VNS S 15, Il B s L=
3.6 AEkpEERE

Hh 24 500 P A o TR R P TR B E .
W & B, HE3EnT LA CKD A BRUAR AP a7 1R 15 | s 13
R, FRACHAE IR VR S, HASE e 32 40 M R 75
R MIEF LSRR BARIGIT ik, AR
FRVRT R B T8 R . 2 A B T R A PR A A T O
AT NARARI . JIA SER ] 25 A TR YT CKD N &2
MRS AR, R IR TS 25 AR TR AT LA AR PCS 1 7K -
IR A M A R 6 BIAKCE, AR Y CKD 855 7Y
W b e bRl . MeAh, sz s AR IR ER T AR AR
M ThfE . 450 S5 AS AT I A0 A 25 A oA R Bl i A TR
IR A 25 AR AR, WA AT I

o 77 .
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C2C12 JIUAE 9 11 22 B A A A Bl 35 0 55 T b ZE K
P50 MuRF1 B9, (HJ& % NF-«B B bR, 74
BR TR C2C12 U Y IXAVEHT, RUIAZE P B A
25 2 NF—k B AR 1

AR PR L 5 AR AR R 25 0 3 236 P 4
WANG S5 52 55 235 5 3R WY JHC 3 5 Y30 4 A D A
1 PI3K/Akt/mTOR & 12, #4003, iz
CKD KRR ZE 4, A WL 2= 40 09 78 76 R 3 v
2.
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