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Abstract

Diabetic Kidney Disease (DKD) is a microvascular complication of type 2 diabetes mellitus and a
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leading cause of end-stage renal disease (ESRD). Its progression severely impairs patients’ quality
of life and adversely affects survival prognosis. The pathogenesis of type 2 diabetic nephropathy re-
mains incompletely understood. Previous studies have mostly focused on glucose metabolic disorders,
inflammatory responses, activation of the renin-angiotensin system, and imbalance in extracellular
matrix metabolism. Recent studies have shown that periostin (POSTN) participates in pathophysio-
logical processes such as glucolipid metabolic disorders and insulin resistance, and is closely asso-
ciated with the development and progression of diabetes-related kidney disease. It reviews the re-
lationship and mechanisms between periostin and type 2 diabetes-related kidney disease, aiming
to provide new evidence for the diagnosis and treatment of DKD.
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1. 5|15

PR E R AL ARSI, 2 BRI (Type 2 diabetes mellitus, T2DM) (5 %5 S A7, HoR R LG
AAERGRIKT 1] 2B LA & ZARHURUAR X J 5 3R 40 W AN R NRFAE, R EUBIEm MRS, X Pk
FIACH AL TS R 2 8 . 2 RGBT IR FE[2]. E1E 2 IFRAET, #EFRI% 5% (Diabetic kidney disease,
DKD)# 55 W, H™ B Uil & IR IE 2 —,  CN 3 U8 4 B 9 (Chronic kidney disease, CKD) /5 %24
AIAE R FER R, 45 B EAME R 2 BRI T i R RPTE 4.

BRI MR R A CE E, VIR A g I, AR BIRES AR T R A S
MENEFE AR CE TR OIME . ERSE), WEVRES T O A 450 e 2 2 AR 4E 40 X
Wi AIA[3]. A RAE AR I HAE 2 Fhsm I R AR R R B R B AR, U R AE A 4R s
[4]. AWFIRHETRES S 2 BB IR B R B AR, JFA S ONIZ IR 2 WG TT TR 55 3] .

2. BIRERGHEEYFIIEE

B B2 [ (Periostin) it —Fh /- il BU4N M AR SE B AR (1. HAR I Takeshita %5 A[S]17E/)N BSR40 H H 7e
FERIL, Bidr B AMERRERT 2, Ko T8 811 NMEEMREAL . 5K Horiuchi 55[6] K AL
LA o JE 0 P e e A T Hefr 2 N IR . 1% A | POSTN JEEI4if, 4r T8B2418 90kD, M
GEMHRRRE, B8 E SRR X IEMI 45138) . — DU X IR(FAS-1 45#38) LL & —AN C ¥
X[ 7]

AR (A /E A B EOR S N E mEA . (EASCRE AR EER R, BHEEATZE
BT B OIEEAL, AR E . N FAIRE SR SN E D EE3]. mAITERRIL,
EEESSES5FNNERERE, WYXy 20 a1 A SR ER[6]. 1E R E AZRR R,
FAZ O ThRE R 4ERFAH M A B IR e N S AUMME 54 5, IR MRARI . 1T 5510[7] [8]. &
B 1 A 1 R PR B SN B2 (9] AE RAEMIE U N Y, FARA R4 (IL-4). A 3R
13 (IL-13)& R AEM RN T2 S R A RIZRIE[10]; 10 ERE R B S i m 2a s b, ik
REM T bE . TGF-p1 S Hi N 72 % L8], —HRIE, BBE AN RS, Eht
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Fik &

T B e A e S Sl . i, EREERR RS, B IRE A E8 TGE-A1 RN 71, s
I p38-MAPK 5 5l i, ELARIXAN B /INE B AR A B2 - [ TR AR, AT et 1 2T AL AR 8]
i, EBEERE - MERAIRRS ., RIERS S ELERN 2 DREA.

3. BIRERE 2 2RR% S AR ESDERIS

IR AR RIE 5K, R 7 4 S A 2R EL 2R A8 B 2P 4R E SIS RE - A I PR SR 98 S
L 375 e PRI A 1 KT B B 93 2 St e 25 T [ 11, S A SR N BRI R AR O, S IREE A
B AU R AR IE A G . HARIK B S MM AT ™ AR B 2RSS, PR E T REEIR AR ALIE . BRE
RIRPL. MRS RAL S Z AT O EOZ AL AU - 2P 44k SEIREER 1.

3.1. RiBIEEEL

H IR (17 DKD R FH AR B R R, e Rl ks R MR 3Rl “A% 57 22 B 1) Sk
R URIRIRSRLEARTR Y, BB (IAE 2 AURE IR I REIRAS T RIA T, ] PPARe b
JRUURA 2 5 1 5 23K 12]; Lu S5 131 TF R M3 SRR SE, - F AR (Il 5 a6p4 B4 3 456 0% INK
Xl g, wd A EG A TS AR a (PPAR)BEAT ], AT 0] I AR D R 54k, S S0R o 4
o HORRR RN BRI 1 B TR R AR R A RT3 G A B EL T EUN R EDIRAS s Bolton 25
[14] T RO B F B 1 7 PP 28 6010 P Ok I 200 PR R S M s, T PN U B s ZEL 23RS R B 3R Ak
A2 BUBE PRI M R AR R FEAR O, e T IR B SR & T2DM MRS ERR R Zhu S5[15])8 5 41
XTRERFTE R B, NAFLD 2% 0 & & H /K5 T NAFLD %, ®MEEHS NAFLD HIRAEMR,
L5 5% 2 BB AR 5% % 8 FE AR DR W IR F AR 5B Amara 5[ 161383 8 31 F 401 5/ T4 RNA miibR$
ARE I TNF-o0 Al IL-17 35 S8 B8R [ mRNA Rk i 257 A0 ; 38 5 Bk G2 W B 6 45 R o
U G U R R 7 28 25 4 1) T3 PR (1 /K R 3 T IR R e IR A, EL R SR R A T A S 2 A o KT
B BAR T IE 5 FR AL, B AR (A @ %] PPARa Rk BIE NF-xB/TNF-o /- S SAE RN, He& N
HEEZRHPU[17]. Luo [18]% LA 161 BIUEFAME NN SR, Wb =548, 4558 BoRIEmE
1 T2DM &35 ISR B A K B m TR 2R, BE s O S H W =R 180 500 RN L
[ BIRPUBYIA S, MR — BRI, T2DM B35 U A IR0 R IEHF 30 B 15 2R K B T
m, HSZ WM. it Ea . Hh=8s. SR H(HOMA-IR) 2 28 iE K 1 (TNF-a, IL-6) £ I
FHIR[18] [19]. Cho ZE[20]id i %f E POSTN i /> B 5 B A AL/ R AR Y, 485 6 JoR it i sIc B gk — 20
WEB] POSTN 35 p AMRThRE, S EUMR S 2= /b Al o, M IR0 0 S 0% PR B i s . [
I, G VER SR AR R RS AP R eI FHE S T A A0 RGN KT X P
IR e, 3% 5 ) s R v B A5 A B IR 1, PRI T B RN TER) p38-MAPK., 5
R Im R, TR 4 S AU fa B R 2 15 B IR R 38 B 4 0 SR A5 Bk ARk [ 18] [20] 6

3.2. AHEWK

B LT AL A B MR 3 FRE RO o PR AT (21, W PRIPE B0 4 A o (KRR 2R S BB /N [ i 2
HEAL, BET 5] AANT 0 B D REAR 73 [22], e rbi IR 1 AR £ 40 B A £ D B K (R AN (e 2T A 200 73
T BA T 2 LIRS NinEeg . HREZZMR0E ST, B TGF-1. & %KKE 11,
DL K JAE B ) NF-B S8 58 Fe SR 17 (8] [23 ] AT FUHRIE , SR0 k) 15 15 25 1 R s ' 2T AL [24] o
IR A B IR 4R T I SCBEY BT, Guerrot S5 ([25 |7 8 L B T A5 284 Hh i 3L 26 12k [ 5 g 12k e\
FIw, HSMAE . ARSI ORI, 1Ak, EAREBIEREE SRS, TF
/N SRR AN R S5 2T 2 A X IO 3 B R (s U aRAE SR HL TR D S B R A 2 AR P RO T AE T AR
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Prakoura %5 [23|1IH i 467~ , NF-«B W] 538 G I 7E B ATAH A i Rk, H58E 343 0 AL
e AT, I EOE T IF FAK/AKT 5 50856, M0 2ORERE . AL B iR A e 2R it . 3843 sh sk
36 B R (R BE IR R AT Ak, vk sE A BRI R, SN R B R R AT A IE B T I
—ANERAT, AR PE T . A, IR E G B F A4 L. DKD B A RIS R
— 8, H RIS AN TE A AR E], R A R BRI R 45 10 1 R I RT R RAAIL h £F o

ARGV, & REOEZ MgV S IR R AR RIE, HEREENEIC, fxm
HH TR BT AT AL R B2 EE DR B D RE R 8RR BE o B AR A AE W i b R ik B W R KN R e e, AN
B IR B B B AR B X . Tto Z8[26) NHIBIEFE B OIESE, R A H IR BV E IEAE S X A AR AE KRB
FELEE T, R0 R BRI M DX S e or U B 5 20 i LB 1, BEE AR I K & i TR, T
K BRUE R )58 A A BZ B o B AR EERE R B T IEE S avp3 ARG A H S BN
b 28 SMAD I8 B e HER IR A AR, RIS 2555 20 M 4 22 0 B 7 30 it et S A Bl DA A R SR B 1 A8
B, FLEMERENELT4E4b[27]. #E BTBR ob/ob 5835 /NARAIrf, NF-B/H I 2R [ fliid o] 38 ok $00 1] il 2T 4
MK R F 1 (FGFD)AAERK LI T 15 (GDF15)RIE, (285 I 2 E M 4F4E4L[28]. Cho Z5[20]@ i
S IIGAESE, B IR B S TGF-4/Smad & p38-MAPK {550, B LIAKIEEA. a-SMA £
FYAFREMIRIE . VEN—FhgiMAME R D, B EE AT SR, M Rk E 0 & TGF-A1 5551
R, EMEE S A B A R avp3)FEROE NS S MAPK), {R3EE/NE R iR A E
F - [ R AL(EMT),  J03E 'S (8] B £F4E40[8] [23]. 7F POSTN i [R] ffi b /s BB AR Jz HIK-2 40 ffg Sz 56 v -t i
SR, F A A B TTIR TS IR S R RO, AT A AR 5G RF (07 AE [20] o I R 78 S
2 BUWE PRI B A A K BB, S B R A AR R B DhRe T B A O [29], X LEt
FEIL RN T B IR R B I R IE - ZR 428 i O AL, L RIETKP 15 B (8] o7 2F 4E AR FE A 1)
fe MR VI IEA (3] [29].

33. BB LK - BIR#EK

B LR 1 AE W R B (DK D) SR B /N BB - TA) 78 i A A (EMIT) A [ Jod 21 4 A rh ot o5 G B
F . Satirapoj ZF[30] 10T YCIESE, B IR (A REEM S EMT High B/ NS4 bidbfe, HIRBUKF]
Y9 Wi DKD 3 J 1) i SR AL bR 54 . Prakoura 25 [23 76 B #5155 5 10 B R 70 il 22 3], {2
RIFGEFHEFAT L EEEORE. HBEAE—PIKEIEE R-3 GLRREZMONIRE, HE0E TG
FIEM. o EHLHZN, Xiong SF[S8|HIWFFLUESL, 1EmPEICE MWL TGF-p1 BT, B /NE L4t
HIEEARERE, XA A R, B TGF-1 £&XKEA FH . BHE AN Lk
EMT 45 E4 a-SMA £k L i Al E-Cadherin 1A N, MidFE5 p38-MAPK 15 5@ % 1B AH G . il
SIRNA fiCE B )G, p38 MBI & EMT £ A HE %24, B 1 16 8 d 520 p38-MAPK
25 EMT WIHLHI[8]. Mael-Ainin Z[31 A KIL, 7E M4 PR E BEBH(UUO) /) SRAS Y A &y ifiL s B 45247
REBER T, B E B AR IA BT & ARAMSEIOHE— PR SE, A K E A1 (TGF-B1) Al a2 K
a7 = w1 i O R = SO i v 1 T B 00 0t S o cd R B v i 1 1 1 v Gl s A ]
JREAGEMT)IRE, HEBIERELF et R [31]. IRPRIESR I — D5 TiXx— Wi, —I0% 71 1 T2DM &
HAFFLRIN, B DKD MR & H R A KEEEREER, MiEEREAKFEER S, HS EERE
V) B-F5R R EAKCE 2R ARG [32]. FEREIR B I AR, BRI TGF-B BIZIA LA &
TGF-B %550 _E R Al 1) B [ 78 R B A 54k . 76 TGF-B HIS2m N, R 40 v] GE3RAS (8] 78 B R AE
(WFRIA FSP-1. WL M), XFhRM R SR PG . R RE 1 FREAEC, BZnT 5 T EUE 4 A
BRI IA . FO, dbim iR E 8 RAN S N BRI R RE[33] [34]. T AW FTUESE[31], TGF-B W] B
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V3B F A R AR A R IA, @ EMT (2327 4k Ak, 3R W IEL B A AT 8 2 TGF-B i@ #% /5 DKD
HEJR I H BN UF RN 7T . d#id BTBR ob/ob ##l R /N RARAY, RILE I A1) =315 5 DKD /MNRE )
RE TR B30 AT 4EACFE RS DD EE B 35 A5G, NF-«B/ 8 (s i #0141 FGF1 A GDF15 MR IE 515
P, (R T 2RE A AT 4E AL HERE 28]

4. BEERXT 2 BRERFSHENIERNE
4.1. BEEYRED

2 BUBE IR B PR B FUKCP R R AR R E T m, KSR THEERRBSE AR ERE
RIEME, $oRiZA8bs vl E A BE RS &% (DKD) R B2 I 5 3 R VA M E 0 A bn B3] [11]. LAILIE
HIEEH 39.92 ng/mL EWHE R, X571 DKD FHZWiEUR RN 97.2%. K557 8 100% (AUC =0.997),
AT 5N S 2 440 [35] . Satirapoj 5[ 11111 PRBA ZI7E PR 50 B3 IRV P A o i B, 2 2
B PR B3 AR b T i S B N ER R 2 RN S VB AR INEE ARG . Varatharajan S£[29]76 120 5114 R 5
SRR 40 B R BRI EoR, B A A RAIRE RE O O m TR IR, HBE A8 AR Bk
E(E O RAREREAEAR)MEEI & . 5SS NEBGREY) KIM-1. NGAL ML, & REH
W E T AT 44k 5 ECM B ¥, 1 KIM-1. NGAL 3 g B ZbE B/ NE 345 5 R 0E[29]. Bk, B
AR N A T B LT 4 %%, 10 KIM-1. NGAL 3% & W Stk B 4105 . HALHISEREE T,
DKD 2B RS N B 4 E 3 A IR 1, 1% AR5 5 ThRE R M SO B ™ SRR EAROS, JHl
TG RS T BRI SN B I RAE S LT[ 11][36]. SR iz 48 F IR B & B /WLEF ELE(UACR)AHEL,
AR B RALATE T AT E R B B R AT AR BT =, Re R LR CE 145 H UACR 521830 J& .
M RAEGEZ, 0 EE AN R E .. (HEEEAARE UACR, —EHHZEHANCR. B,
PREQIMIE B B8 R ] 9 DKD FHR I, 7330 K 9 A f 4t

R AR R E N AR, (AEEHG AR A S L, X R Oy B
] DKD A¥brEY) . Satirapoj Z5[301& 8, 12 M sEIGHII KR 5/6 B UIBR. /N REBENRVE B8 =15 FHE IR
993 93 e SR R A A BEL ) B M P U A 3 VR 2 2 R M SR B IR AR LR IA T . 2 T AR HIE A
N, IMEH AL /KBS DKD 4 8k e i F iy, FHKCE 505505 Nk % (eGFR) £ fiAH ¢, 5IR A&
/WU ELAE(UACR) B BH ) $a 0(RRI) S B U138 3 14 AR (PSWE) & 2 4E A0 AH ST b5 2 IEAH IS 18] [35].
Guerrot 55[25]7E il B A 7 i ORI, 1 B EE T AR A B A 4RI R e AR B, B/ INE 4R AN
()R AR A X SR ZI RIS . BMRIFAE[19]F8 H,  HBE 8 1 PR J 1T T v R0 2 5 /N8 T R 41 AT
TE N R E B ibr S BURE TR T A . — TN 19 R IRE S 71 L8R 5
(DKD)E# MR FLUESE, M3 B-580 8 A RE IR A2 S DKD RIFHLHI % 75 1% VA S R A Vb
i%pﬂ ERG, B 2R A B B 2 W Bk B6 (ELISA) ©Se B R #5 4k, w41 J i 2 EAG IRy

KD WEMRMEH FB10]. BHLU TR R, DKD B E IR (78 B /N )5 X IOt H 2 il /s Jz 41
H@&@%%¢%¢%$M%Lﬁ,ﬁ%ﬁiﬁﬁﬁmﬁﬁmm%31 8]o TEMREIRMEECRSE B RVESE
S SR PR TR M R AR, TR RV R BRI LRI AR 8 I I PRV A A
EP27]. BIRUEHERA, TR REH/KFICE BN RERE, FREA e HUSR & DKD ™ HEFEE .
LA R KO DhRERAS, JSRiAE T F T RS o3 7 s D R TS VP A B3R B AR A A (30]

4.2. BIERTRS

HEE FAE S DI bR SV RO B, EHAd B RSO A 15 3] 73— DS AIIGAE. Lu [13]
SRR TP R I TR ATUA LS T db/db /NG AT SO AR RS SRR A P A v H o = R RE . i3k
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MM, FRATA A B A ] BE s g 07 R0 S 5 R YR 7 S e — T X B RS R 2 38 I e R B, WA
B SR K AE RS W D RR IR 3 38 Hh B i TR R DA, T I i I A 22 S R v X [37 ]
R4 R R RE A5 G ERIRESAHEC, R T MERCE R B T RE ROy — M AR n . oA M
BB T B REW TN RANR], AHZEE RN R LR R 5 s 5508 10 B o o 1 AR b 540 A
AR TH I MMEARIE[37]. M4k, B BRE ATEM I I RESERIA | 16 IEH RN B I L ARIE T
KB BARTE,  BE T HAE BN BT A 50 IR 40 1 A BRI AOAR A, T AR AR BRI TS B[ 26].

HIEE AR YRR EY), BRAREFTSIIRTT TR A ESR A, Eid R X RNAGniE S
SRCFERETTTR) 5 DR il o 55 T B 1) AR 1 PR 3R, DTG 2 35 B A O v 41 6 RV 4 A0 A TR 1 /KT
DRI B NE AE S AT Ak, T RURT S IR S5 M RN ThRE[3] [23] [31]. Um ZF[38]0F 5 kB, 1E TGF-B1 %
S, BEEAER R NEESE IMCD 40 Ao L i & o k¥ T1ER s 3830 DNA ERCA(PA)
PN AR I ThRE, SR TGF-B1 7 S b i/ S AR Ry IR H, PA BT AT HIHIHE IR /)N B
R (1) 5 /N (R TR AT A o X8R IR 9 B MR A Do W PR ' 20 T R P i Al 1 B A I IR
RO o 1B I 2 A B RS Sl B (B 5 31245 5 Ml R, 390 BT DABHITIIREN) EMT. #
IR AN B AN SR TR R, AT ZE 22 B FH 11 DKD (2T ikt . B Rl BT TR 78 X 4b T 3hse i
B, M AEIGIRIRRIEE . BEEASSERAE. HiDEs. CERESSEIETE, 25K
AT R R S . AR, LI KRS 2 et . [, FREOAES M REE, A
WA X A, SR FAEHEREA G, IR A TG ECR PR . XA RIT R AR RS X R 4F
YA IYR YT JTIEAR I T H 510

5. REERE

gR LR, BB FE IR AL BOR A ELEE S 2 AL, RIS SRR RS
B REHAH AR S 56 T SR ISR, (BRI A I R A T e 7 2 Bkl LA
WK Z A= ALK AT B SR TR 5 /N I RIS, = KA 25 AL (R RITRE PR BA
HITF AFE I IAIE « AR, MBI TR T A 0 TSR RIGAUE, AHES) & 5 2 B MR ) ORI AL,
AL AR I PR 2 W TR 56 3071

&5k

[11 (2021) The Prevention of Diabetes Mellitus. JAMA, 325, 190.

[2] Accili, D., Deng, Z. and Liu, Q. (2025) Insulin Resistance in Type 2 Diabetes Mellitus. Nature Reviews Endocrinology,
21, 413-426. https://doi.org/10.1038/541574-025-01114-y
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