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Roles of serum hyperuricemia in type 2 diabetes mellitus

complicated with sarcopenia

TANG Ting', DONG Zeyou', HAO Junjie’, YANG Qingyan'*
(‘Department of Geriatrics, Affiliated Hospital of Qinghai University, Xining 810001, China; “College of Chinese

Materia Medica, Yunnan University of Traditional Chinese Medicine, Kunming 650000, China)

Abstract: Type 2 diabetes mellitus with sarcopenia is a disease characterized by high blood glucose and low

skeletal muscle mass function, which seriously affects the overall health and quality of life of the elderly.

Recent studies have shown that high serum uric acid is an independent risk factor for muscle mass loss in

patients with type 2 diabetes. Further studies have confirmed that high levels of uric acid have the properties of

stimulating the production of inflammatory factors, promoting oxidative stress, hindering the normal function

of mitochondria and endothelium, and inducing insulin resistance. This paper reviews the relevant literature in

this field and summarizes the role of serum hyperuricemia in the occurrence and development of type 2

diabetes mellitus combined with sarcopenia, in order to provide new ideas and targets for the treatment of type

2 diabetes mellitus combined with sarcopenia.

Key Words: type 2 diabetes; sarcopenia; uric acid
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=B PR R AR T AR RN A S RN B K,
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T2DMye& — g A B ,  FLARRAE 2 B 1 AR
ORI MBE KPRl i, RS RS S 2 I il &
FET2DM R # LR E I Ih AT B 1) 2 2 5 A 1
WHFLEH, T2DMALER R & RARPT. RAE. 1Y
Bl B A 26 7= W) AR B A A L T in SR 5 4 2 1 o
A M8 R RLAR T RE, AT R LA R ) %
ANTTHE AR, EREIARE. RN
BEP), X2 G ET2DM & R I H 5 R L E K
W o JUL PR DR/ E A WA Ay S W PR 1) B 22 5 IFIE 2
—, T2DMEE & IHFNMEAML S ET2DM B # 4
TR R SETRE Y, MGt A LT
ST DRI R Gk T B RIA M5 fidt .
Tanaka®5°5F 40115 T2DM 5 3EATHE W7 T B 70 )5
W, B IE R (serum uric acid, sUA)SEA
B BEULET B R E K, mAKFRIsUAZ
T2DM &35 LA S0 BT fa B R 25 . Bt —
Tl PR SRR A B, WLZDRE B B8 #6 H sUA K P
FEIEHXKE, @A RISUAR R AR JOIRAS . Rl
AE B A5 A 2 - I 5K 9K 3R - T [ B R X (renin-
angiotensin-aldosterone axis, RAAS)HJi & #i5 .
WAL, 5SSO O 1 1 PR IR 1A 5 DNA$R A
AL, RMEARE A EEMRET A R R
117, sUAET2DM & FFMUE o (1 F b e AR BL
A BB . AR SO PRI S LI R R 5 T2DM A I
LA OC R AT T 45k, B ER SisUATE
T2DM & HF WL RE K AE K R IAEH, 2=l
T2DM & FFNAE IR 7 TR AT 1 B S5 80 A

1 FRERHIERIA

JREZ(uric acid, UA)se: MR A (BRI S Al 15 0
S iR 2 T // N B 3/ = 1T A
FRLE IR s, R AN — /N A3 ok B AR
R, W& A ES R Y. R A SRR
UA 2 ZELE T E AN 738 G i, (R 7E Hfh 20 4
AL LA B RER A N R . ARG TUATE
RN PIROIR S s AT 1 PR TR Sk A0 PR SR TR £k o
e, EAYTE AT . AMANR . ST
Wb, REFEEENEN, &L SRS
ERAHEH AN, B AT EUAHEE 2 3 SRR,
RER A MIUAZI70% B B EHEME; FHR30%UA
HpIE AR . MUAZEBGE I UAHEMEE),  fiEUA

KV F 420 pmol/L B AT 5 v i R R I AE
(hyperuricemia, HUA)®. HUAZJ8 XU F G K
K&, MSEMEENR. OMmESH. T2DMAM
e AR R EMERA RN, GHREN, &
K HISUAIE 75 5 A SOBE . A D RERRAS . If
EE UG . BOERAAS RAENHI S 518
B A RO XL R S O R A S R R L, i
FrERIETE R, msUAMET2DM A 3L/
RAESHRBIMSLERINED . 451, Bk TsUA
111X 26 T e B AE T2DM & F WD IE [ & A2 & R v &
FERZE

2 MiEHUVAST2DMEFHALDERIR R

2.1 MiESUVAST2DMEHALMERI IS B F0E
HRERHRE

— TG WT TR ST R B, T2DMUR 3 A i B 43 b
B E 2 EA S, Zhang M6t 25 55 B AL
RGP T2DM B H AT RGNV M G R, AR I
BEZKF X T2DM R g A4 ot & 2 A e e Y,
R, PR B At WIS
7 T AR R R 7 AR A o i o g AR S
HOE AR NT2DMALA 8 AE A EE R R, XL
PR fg B A s e SR, SBORT BT ST R
K [FIsUA R LATR] I 3 B T2DMAA A i i 5 4 4
BRI, X HsUA SRR S = yra XU H1g
RN, UATHE . B8 AR PUN pAH i o e b
i 2 1] FROH DG M A 22 TOUaE 7 A3 BE ST, —
TN 8 543451 32 i I F] BA ST TE R B, sUA
K THESE T IR B R, SRR, BEsUA
TR B FRARPU AL R E R UAE S 105 5
TP ZFhALLURS S PR LA AR
UAGH 3 i 1 i 5 200 JHL 00 1L 4700 1) B 20 il 184 B 1 45
R By 2K A5 Tl B R 5 R AR R 2/ 8 A B
(insulin receptor substrate 2/protein kinase B, IRS2/
Akt)RTE SIS E P EFILT, VAL
MR R PO B U (AMP-activated protein
kinase, AMPK). IRS1/Akt{5 5l %% S5 R
Pio ENRMTH A, UAEE S b 40 i 4 &
F1-1(monocyte chemoattractantprotein-1, MCP-1)H]
A IR B 45 G B2 F 4(retinol binding protein
4, RBP4)IFRIEFAMEIIRS 1/AKt(E 5 38 H ) FR



- 1842 -

CHEMIALEEY 202444435103 Rk

TERAR HE JEREFO R, WTH 5 5 1 2 2 4k pi 0. 1
JIFIE R, UABRIR B 5 3 05 5 Il BRIRS 1/Akt, 0%
NODFE 2 1k # i H 45 M 48MH o< 22 5 3(NOD-like
receptor thermal protein domain associated protein 3,
NLRP3) 4 E /MA F 1 15 AMPK-mTOR [ I i % DA
BRI OO, UABES
TAMPK ., I IRS 1/ Akt i B R (4 1 H] 2 B e 12 o
41 5 ALk 5 5 e b RARST . AR N B4 i
Hr, UAT] 8RB B R ARPUK P 3 {5 5 18
(IRS/Akt) Az 3 15 5 38 % — SH M & 5 B (endothelial
nitric oxide synthase-nitric oxide, eNOS-NO)& 4t
Ji By AR TR, RN ERIRSL. EEWR
b, VAN EOE AL E B M LR EA
(thioredoxin-interacting protein, TXNIP). #%[KF
E2MH G A 72/ 1L 41 25 N4 B - 1 (nuclear factor
erythroid 2-related factor 2/heme oxygenase-1,
Nrf2/HO- )5 5 il 4 AL 3E M 1 41 i 85 4k >k
PR ARG, BT, mKFRIsUAR B
W75 T RIS B T2DM A LD E 1) g
JoT P16 ) BE AR S, NN T2DM & I AL/
SiE ) HE JEE
2.2 MiFESUAET2DME FHALME R R E
1ER
RERPIFRCEUESE, RAE SN FT2DM &
IV E AR R R % AN I o AE — TU PR AT 5
H, MuZECUR I, T2DM A WL E 3 i3 1
e BB C N AR KT SR 2 v, R B RO R T AE
T2DM & FEWUDE R B FE i AR .
SN e — i B 2% T B B AR ) AL, el
T G 5 A0 PR NV TBC A E 9 i R Wi IS99 Jor A2 A1 45 17
R R B AR e 2 05 . 2810, T2DMEE
A HIAL T — P8 I e I R, RREE R 18 1
REARTE — Fh B 76 08 BRI, 15235 LN 4L 8U0F
R 2 AL PRI DR A0 1) A At e 22, Ak, i v
UAIIE AR C A HAIESE . Zhou %t 15841
FEAR 5 4 J5 R MEHUA B35 R 175 44 {8 R A = gk
ITRIESSHTRIL, HUABRF MEH AN E-6
(interleukin-6, IL-6)F11 8 A ZE A ¥ -a(tumor
necrosis factor-o, TNF-o0) 17K 35 15 T FE XS R
A, JHBEHEUAKFETE, TL-6ATNF-a ] &
Ther. mATFRIsUARARRIEN, 2k, O

JUL SR 1100 2 Fik 346 15 B AK PR 3 57 fes B Rl 3R . HUAKR
W R AR SRR AR RO, TR A, B
Wik £ . T 400 L 5 S 728 440 PR P 2 TR T 9808 = 7 HP kS
EHERBEBEMIEH. sUAMT B VR0 FNLRP3
FRE /MR BIL-1BHI P2 A2, TL-1BEIA 8 RE S A i
finke R HR P R 4 B IR N ROTE JRE B A, I 1 O
TR SRR, P R4 A A I I S AR F R
RN AL B % MR R A ge iR 7,
IL-8. TNF-oFfIIL-1B, XL JREKH T2 15 T RME X
IO F A4, 3 G S 4 P Y 4T 5 S A% A
“F-xB(nuclear factor kappa-B, NF-xB){5 54 Tl
B RIE, IR SSRE N . sUAIE AT DL i 48 Jin
TNF-a. IL-1B+ IL-6F1IL-17%% JRE B2 I BUR 5F
Jon A 4 P [R] h BH 43 7 B0 B, AT IR 98 RE
R, BRItz b, KT R sUAE AT B 422 5 i G s
A SCRY MR R SRR A,
DA B B0 i A 248 KT 28 0 D SR, AT 5]
FaRAEm R, L ERER RN, sUARISRER BT %
T2DM& U RE I R A2 K e
2.3 MiESUAZET2DME FRLME R E AL BZ
HIER

FALRIFL RIE. LPRThRERRG . 5 F AL
P A Rk R TR AR I & T2DM
BHENABHE LRI R, HEBEENL,
DA b S8 DR 3 # 5 4 i SALE JR R B AT 9% . — T
AT IBE L B 7R B, XS T2DM R # AT
2N HBUEAIRIT TG, T2DME & LA Zh RES 21
oi 3 I FLIE Bt v 9 i B T ke
AL RIAET2DM & FF L RE ) R e e & A n] 24
RLIE S, AR A RO e S IR 7 A A Ak A
T R B R . S 5 AR 3 By
75 PE4 (reactive oxygen species, ROS)KJHT 477
T, RARE Ha KA, 8 AR 2 50 15
R R IEVE ] . T2DM B I AR 47 1 4
A FEROSHIS B~ . Préa A nT DAL ffix Fioct
2R, PUAAIERYIINEA., H3mnE4
JSR ek /D JUL PR £ Ak D THI R R R OC B AE A .
A, kB HITROS 2k WL AT £F 4 iR /INFL LA o
B2, WU, FRUERI=4, Ml
WL ZE4ES, WAV EJE, UAREA (&1L
fEH, EEBHEMER. MRIUATEEN—
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FRpUEAL], HFR TEHERT , WA RS
WA — S M AP0, 277 T 4 i P 40 P 5 8 B
Fik S BE AL DE R (B K IR S TR i, UAS A e
AT R BB . Ligs PR Sl i R 4t
LI AL R B, H1000 umol/L 1200 pmol/L
F11400 pmol/L  UAR: 7% 140 f B A = [ITROS K
S, XA RUA R KT UATE I 05 20 1 R 04 A% R -
I P A A T TR il - T A 2 Rl Y A 1 2 A
U R A R /K U A 32 58 5 L
P77 A2 KB I ROSKAR #E S8 AL SR A . sSUA—TT
THT VO 55 AR R e g P > A% TR o TR SR Ak Bl P A
ROS, & MROSH il it 22 ¢ 5 3 44 25 1
(mitogen-activated protein kinases, MAPK)S#{f¢
RIEFHES, SRS MBEE AR, WDNAHW
i Ak RGN F A g E el
—J5 T, sUA AT H s UA R i 72 i 1 nd
FALBEHE TR N 7 A2 ROS . A B AR S 4H A Y
UAF B T8 A R K e, A0 R 23 i
SUARIANBIAE i, X FIUA S S0 BB 28 B A%
& G ENU A BB EIEIACY . Bk Ah, BRI
SUA 2> I8 It 75 J S0 A0 SOk W 4 i = A 1 4 i Ay
F-1(IL-1) ERECL AR 2 R, AN SR 384
MR AEM, LR, Bk FsUAS S AL
L BTE T2DM A JF WL/ AE 1) 3 A% b R 7 55 C B
1EH
2.4 MEFUVAST2DMEFHALER B8Rl
R KTH REFE RS
HI-FT2DM. LRIk AE D A2 56 8] 35 A A i AL
HEERKNWES, —HESIHAE, HPHIA
AR 7 FNZRLAR B ) % R ELAET2DM & I L E
(1T AL Al b 22 e D), S bR, LeeZER0)
WEICAAESE, 2R A 5] 7] 2 R 47 B 3 B SR Ak
T REF RS IE T2DM & FE U AE ) R i A2 o R ¥
CEEH. BRI AN EE K. BFERNEE,
e B AR BT BRIl s R . M4
KA T REREASET, T2DM & & B B L2 AR S B
TR R, E B LR I B A5 A BAE L)
W, XEEESFBNDENRE . BHILTE
JSL AT AT I e N S A 5 1Y) S R TR 3R
2 L A 8 o T A g A SR A2 I B AR B U
AR SRR, W TR EEIREERESER

HL, 2R AT e B AT AL T 2 1 3 VLN ZE A R
Sk, AT TR LR E 1 g EAE LA O
— TR R, sUAR TSR B BLZRLR D) fe
BEdG, b L O O B 5 R 40 4
PARCS, SUA—J7 Tl BT LAE Ik 1 2k o 1 i i
P 22 2 TRl 2 T 410 ) 3 I T 22 TR 1) 9 M1 P £
A, 455 A SOE0E R 3 M B IR 1L
WD, s T AR S e SR T AR SR BB L 4
098 K -F--2(B-cell lymphoma-2, Bcl-2), &%
LERARTA T, 55— 05T, m/KF sUAEZE R
R RS B 18 2, 2RI RSB A 2 T Bk
PBN NP5 52 6 Th BE R AT, X 23 1 9 L A4 v f 4
R A LR, A ZeobL i o 1 /L 7 I F A% 3
SEYEER ) H B R AEROSY . i & ROS T
IR KRR B BT, G BURIDNA, B E 45477 42
Kifk. 5346, sUATE AT DLl i 0% 485 5 R
BEL T M AR Th e« 0 8000 4 0 S DR B I A, R
I 90 A £ 200 i A SR R L AR R, DT gk AR
SR, SRR B . B 2k
RLAAR AL 2 FEUAAR T 75 1) = BRI 5 B>
2 88 T 58 P B B AR IR HEM 4T
HI A AIM2 E R4 B 2a A, JRIRI 2 5 RE B
IMEILARE. g2 E, &R KFUA S S0 3%
LA HLAA T e B -t W] A A T2DM A I ILAE F) K
TR Z
2.5 MiEFUVAST2DMEFHALDER N BT BE
PG

P2 2 L R 45405 2 T2DM & R I RE I — A &
RE TR FARFAE . P R M E i B R B T
AREEET, AT IE B EAMEL . T2DMEH
B R R ARG VLA LR R EA 2, L
LA AL W) A 0 T 2 50 L8 PN B i A
5, kTS A B LR G PR, B 2 3 BUVLIN IR
AEWL RZ R OAIET, sUARA IR P 40
AR . o, CimminoZE M I X ik Ah g 7% A
JF &k A 12 4 il (human. umbilical vein endothelial
cells, HUVEC)IIAA [FFE UA (99 mg/dL),
RILMIE mUAR 8N 2 5 ENF-«BAE 5 18 Al
PR B 200 0 R A R TR /L R TR & 4% 1 57 (tissue
factor/tissue factor pathway inhibitor, TF/TFPI)/K*¥-
I 2RAT, BRARIIR N B4, AMX AN, sUAIER]
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PLEEHUVECH [ Tollf: 52 #44(Toll-like  receptor
4, TLR4)/NLRP3{5 ‘5%, 3040 M) 240 56 bt
4 F-1. IL-1B+ IL-6. TL-18AMII 5 41 B B Bt 5 1-
VIR 53k o 3X e 4R i (R I 208 51 R RIE [ v, I
FE B 90 S N A M 2 B SR R 2 — o — T3]
VIR AR, K IIsUA TN EE /) B30 ik o A
AL BB T, et B A o) RN,
w7 SUAREN A B2 48 i 5F 15 5 40 L W ROS ™ 4,
M EEENLRP3 2 MA A 2, SFECEER A
Bl - 1RO o WA DR & B - Ll R AR S AR T
AH 2RI FE L &R B H XK AL i D(Gasdermin D,
GSDMD) & FHAIL-1B, fith & 5 FL T B3 M2 i
FETBUS R ) RV AL IR -, AT AR 1 1 Bz 4 i £
oo BRIbZAh, msUAWR LB IS 7E 2 AR B2 A4 JG 7K
(R o Az o 20 ) TR B R AE 545 7, FRIC
PR 20 B P R 5 B B IONO B . TR U B2 A4 IS
K, SUAT R & 215 5 18 6 Hh IR S A% AR It L
W3-t/ S B DI RE . £E I K, misUA
IS BRI PN 7 T eNOS-NO R 4 i 2 ik Ay o LA K L
FEAHNOK T KA ENOS-NO RGN, ix il
rErsUAIMLAE 5162 A B2 D ARt 1 = S8 AEHLH . 2%
b, M EKFUAR @S f2 e 4 D e k2 5
T2DM & HF D RE R BRI AR o
3 Ihg

25 LRTIR, T2DMA FRIWLAGE /& —Fl DA ey g
5E#NUR R IR T N R BRI B, MTE

SRS NI B A {0 A V% 0T o A B4R
B R gORE . AR, SRR L N B2 Th RE

B i DA S I Jo T R AR R (BT o T K
SR sUA BT LUIE e {1 328 158 B A M R 1L 01 B2
BHE . BWEIIMCP-1172 4. LIRBP4IRIE.
TS RS T I BIENLRP3 % 0E /A
TXNIP. Nrf2/HO-115 518 % K 175 F ik & = Pl
JEJGT B A s R R AL R A g
LR F-BIL-8 IL-6+ IL-17. TNF-oRIIL-1B &N
JEL 98 5 50T AR T e e P 8 A% Y IR 9 TR S L T
G o A SR AL iV P, AT SR AR 7 A K
HNROSKAL A NBOR As BE S 2 T
FHAE B A5 B T, 3 BOBORL A BRI 5 58 1 T
RebmfG . WifmZepifk, FFEOETTE 57 FBcl-2
HALFEEWRAATT T 2 5 IHIENF-xB5 5 8%
18 P % 40 B TF/TFPIK P (1) R 11, #3G TLR4/
NLRP3/& 5188 5] Kk %I BL, FEAKA B AeNOS-
NO R 4 1 KI5 RGP, 45 W 5% IF H 2 @
GSDMDHE H, MIMiEEE N T (E2). 24
1M, HAiR T T2DMA FENAE B3 1 a7 s B
FEXFWE PR I B0 L A0 00 2R K B AH DG E FR 3
G 0 SR8, L, &b @ R IR B
RN, I 0 PR IR 1 2 6 R 86 o R R H it 25 5 =X
A AT2DMA FENLAE B35 B va 7 S Ak — N i R
o JUHIE 2 AL 2 AR R COUBAT 8 A LT 1)
M4 TC(Z By 2 IR AR AL 20 R ) B8 R 1 0A
57, UL BRIRER 250 5 DR BRI 45 6 2 R KA
J7 T2DM A FHWUDRE I — MR A T S 2. RFLk
AR EKFsUAS 5 T2DM & FENLGE K A R R 1)
FHHLH], AT LN T2DM A FHEURE T B ALA 7
PEHLE LA .

I2DM with sarcopenia
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S O L ‘ |
j RAE [ %
5 — e ™ (¢S 4])
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ha

(1]

T B 200 A S T e S T S A o

— I IRS VAKt Al IRS2/Akt £ 5 i #

BIMMCP-1/197=4: . L1 RBP4 {1534 .
I35 NLRP3 423/ I 145 AMPK-mTOR F1 Wt T8 4>”ﬁ%%ﬁﬁ
A ST 2 R 4 1 5 I ReNOS -NOR S

S TXNIP 22 A A Nef2/HO- L5 -5 38 % I (23t M1LELEAR o A {6

H

W Bel-2 B A ML A T
A AL 5 7047 SO PB4 28 4 D e e EDW%%’*E%W%WZI&IJJ%
I SR8 R T T R

S i W A A A Bl i M 3 N T = ZEROS
S IR A B S — A R B R SE L P A ROS ,:|> R AR
TS T WA A% R - IRV DA 1 HF R A /TP I R 3 %

S A0 ONILRP3 6 /IS 143 4 5

B il b
% H i H 1 TNF-0u IL-1B+ TL-6 1 TL-17 %5 98 i B 43 1 )
P*-f il e o S AN
4 B B AN SRR RIE . SRR sk

TS 240 1 286 B 43 FX) TS 1S 50 A 1 A 44 L X 15 240 £ 0 38

T g8 R Jg 0 1L A

ZLRGSDMDR [ AT TL-1B e 3E N B 40 AR T

WS TLR4/NLRP3 {5 5 B 15 K I
W |19 IRS A AR ULAS -0/ B OB AO T g EI> Wit 4 B T

FAAE P9 12 2 eNOS-NO 2 4t 9 235 R 1 DA K B ANO K3
e 425 NF-KB {55 5 38 6 {7 P 1 40 i b TF/ TFPIZK - 1) 2% i

B2 MESKERFE2EMEIRR & H AL RE S B0 F L E R ALH
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