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[ Abstract] Kidney is one of the target organs of obesity. The pathogenesis of obesity-related glomerulopathy (ORG)
is complex and has not yet been fully understood so far. At present, the main treatment methods of ORG are weight loss

and renin-angiotensin-aldosterone system( RAAS) inhibitors to reduce proteinuria and delay progression to end-stage renal

disease in the patients. This paper reviews the research progress of ORG.
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Bt A1 A3 T 2 A s, NE B2 T ok 5
FEAARIERIE R Z —, MR A2E B RS ( chronic
kidney disease,CKD) A mfaHE 2" IEHS
JntR CKD JE  XHBmaIA 7 Ma 7= e A R
TEF 1, AEEAH 544 B /N BR ¥R (obesity-related glo-
merulopathy , ORG ) J& 48 1A i i $5%8% ( body mass index,
BMI) =28 kg/m” H.3A HoAb B IESERR (1415 R F B0 A0
HEVR B IR P2 RV B I , AR 2 /)
BRIER TR /KRR B ThRE N [, AL ESE
48 ORG 1y & Bl S ik oy it o
1 ORG By &R E
L1 EEmish e IEHERET B A8
H Z LUFRAIG, SBUMZS 5 VB it LA B sk
742 ( glomerular filtration rate, GFR) 34 i, ORG H
FHIER I — ROt 708 (GFR/ W 3% i i ) $ A
B /INVE R BT, T g /N R S R K ) ER A
Bt 38 3o A R BB — A S GFR' B it
0 /NER B A LA RESK 380, 3350 4 117 1 38

Pathogenesis;  Renin-angiotensin-aldosterone sys-

FEIE B B/ INER IO e 4 2 R A AT 2 A
S I FECR AR B NERAE K B AL ]
LI YEAL , S B MR I RE R A P 1 R T TRt 53
1.2 B E-IME B9k &K -FEF A 2 48 (renin-angiotensin-
aldosterone system, RAAS) ¥y HEREIRS T WAERE
U RS TR S 3 TR P T v AR PN R g A R A SR
LRGP FE A ZEN IR IR, 51 RAAS
Rt B IR o R A R IS g U 241
Hf g 5K R 1 (angiotensin 11, Ang 11) 733035 i1,
Ang 1P (AR X0 1M 48 B e VR ok H RN gl ik )
YRR, PRt 2s45 GFR . Ang I JUBCETEE Na ™ -H
SEHRAAFIELC MU Na ™ -K ™ -ATP i, 0% I Na ™ il
TE R S IS S /N AN A IR W, Ang 1T
P Y R ARG A AR AR B R
2> FECE MR =g R g RS . AR
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L3 RN TSRAENT NIRRT ZUE —Fh i
BRI N il g B, Je Nl R 7 i ORI . IR DT ¥
Z 5B S SRS SN R R AT Sh ks i
BEAL L e A0 R AR ), 347 3 B IR X /1
R UE BB 7 77 A I M B AN RO, R4
HISPERTHBLR X P EF4EML ™ . ORG 5% |
RIKR AT RS U IR A5G, R & B AR
W, GBS IRESZ N, (A N KB T, 2
PFEEIRE, —J7 MR 5 BNk R E 2RSS
G, 5 EfE A 4E 5% AL A= K A -8 (transforming growth
factor-B, TGF-B) 3k I 14 IV A 2 mRNA 1)
PR S B EET AR I RAESG s 53— T3, AR nl i
TG A2 A 22 22 45 ( sympathetic nervous system, SNS)
SR I , WIS B . AR 2 SR ARE A
RISV, TEAL I 8 b & AR, JRIBE R Ja 5
MRS AL AR 1 [ adenosine monophosphate ( AMP) -
activated protein kinase, AMPK ] il ORG R4S AE AL
LAkt AT LA A A R v, LA
TRAPVERT . FRPUER Bl Ml S A 4 e R 1, £97) e 9
WRHERF-ou (tumor necrosis factor oo, TNF-av) | HZH A
% 6(interleukin 6,1L-6) A4/ 12 (interleukin 12,
IL-12) , AR RS R ARPT. IRBREEE A S EAEACHE
BEPIEZ RERE R A SR RIT SAEA B IELT
AT, IS4 PRI R A o T A, £F
TANHRISTSEYHIHIF-1 (plasminogen activator inhibitor-1,
PAI-1) #[H F-kB (nuclear factor-kappa B, NF-kB) Fl 5
Z 108 H-1 (monocyte chemoattractant protein-1,
MCP-1) #£ ORG i & HLi Fh e M e rE R
L4 JRERAHT e R S 5 3R i
X LR B0 ) A AT B, 25 F BB /R = 1
o R AR R R R B
THEREAE N8 17 401 PR 1~ 2% P8 A BE 2 , 5 88 IR
(19 5 A AR R AT A AR B I RE PR 5
JEZL R AR I R TG AR B/ BRI REFTE 25 Al
DR IRANAETE P RO E AR 15 RS R K
PO LAY T, PR R B T Y R IS KR, 25 R
B/ NEREEAL
L5 Jefltes  Be B b 3 S i g A
NEITUAR A0 i B AR AN ZR AR R D AR . M58
JEI AR T AT AT Sk b i it , AR iz s R
FURA K, NREUS 22 BRI ) g5 k8543 , 5
SECEANMNAE DI RERRY . i BT 2 s 07 B xS
LR A R, 22 AR AMPK 354, DT 3202 2
15 O 07 N = 5152 S | E2 % R N T 2 Wla SO N

1M Sl Tt — AR

L6 JpiERAERI i R S Z A A
XA K FR o — 7, IR IR T T W 4 25 3
DA L2 S EUmIE R LR AZ A, 1 40 J5EBE TR R
VTG HHESE N, 2EFF R s 55— 5 T, KA
TE R T RE I -0, MR D A 2 LA KRR AR
B R R v, T AR R & A . ORG 77
TEMGIBEREAR IR, JB3 1 3 B B Sa B MR n, S 3%
B NFER AL, o T B REZ I, B RAENGERH ]
RFEFREN R BPEIIE SR NPT RN 4R
TR . BTLA BT PR AT REE ORG (Y 4 HL
il —E .

L7 Al SeRMEEGRAGEE /NR B AT fE
ORG Agmyfai AR Z—. AT FIF e R, ]
K H AR EE ) LR K 81 75 (end-stage renal disease,
ESRD) f R B 5 . A BF 9225 ORG 5 1Y
RVEAIMIPR - i BRI SRR OC Y /N ask
BENRIARTE B, AL JEAH SC Y 35t % 2 854 5 CKD
FYIHE T . XU ORG K 5 fe X R %1, 1
AT HE—ATTE S ORG SR BT ik

2 ORG WJiBsT

2.1 JARAE JEHEJE ORG A1 ESRD i EZEHA
— IR D7 T TR 2 a2 B et 1A o mT LAk
EEAIR, I AT REILZE GFR R (H %A 55 bl s
IFIRVEL, 1 JCI2A5 6 B T RE K S i ) 2508 . J8UIE
FARIEGS R R GFR N Ry T RCR LT
TG AERERTE ™ iX UL ORG fB3# AT LA T Il T
ARIGIT o JUHX T m A BT F5 501 ORG &3, 2k
MELABRS A 3 J7 =, 025 SR AT UL AR . Ak,
P B MY BB ] 2 RIS UIE TR, X T AL
ISR BRI, A B IR rY &
BTG A JAE | IR R A LA S o
RERY A O o PRI, B AR AR K s P
XFid LR ORG KU —R AT H)IB T TBL.

2.2 RAAS IR RAAS SR04 M 45 SR ok R e
eI ] 577 ( angiotensin-converting enzyme inhibitor,
ACEI) . Ifil /5 'Z 7K 2% 32 44 B0 W 57 ( angiotensin receptor
blocker, ARB ) ' 2R 1 fll 371 o0 [ ) 52 A4 15 B 70 25
RAAS $IHiIAE I8 1yl s el AR 3 R A4 e
PP PR, ATLARESE CKD Ef@ 2 ESRD™ 7 [al i
WFFEH , T ACET B¢ ARB 597 A HEH KE ORG
L B, AT B R 2 1 PR PR AIC 22 B 1) 30% ~

80% . WFFEH 0 B PR SEARSE TR R N BRI 5
ACEI 5, ARB {7 I NERE AR 1 PR AR B RSN
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TESAE o SR K I BE DT ST 26, RAAS 1451
P PR PRI v B s T RS TRE AL
2.3 Hh-HiAENE I E 2 405 (sodium-glucose
cotransporter 2 inhibitor,SGLT2i)  SGLT-2 J2&4-%j %
WEE i 8 MG — %, WA i/ NE P A iR B
WA, B2 SEEUE - BR BB A TR AR /N sk g , AT fin
FALE . SCLT2i & — SRR IR IR 1 R 254
BRI NVE TR RS SCGLT-2 Sz H,
L L A2 B AT, 335 A G A VBRI, DA T 5 i 45
SR A, B 3R 2 R AR I A 35 I v
R0 LU, AT S8 o i 177 0 e O 2 2, e S0 o gl
FINRWT i/ . SGLT2i B 1 AR v fife 5 1) B0
DRSO 1B/ INE- B/ INSR S e 1570
BRadEUE ST, W T B R T R S R
I, SGLT2i A RETE ORG H L HEFRAEH] .

2.4 JgEE i R AR AR 1 2 RSl (glucagon-like
peptide-1 receptor agonists, GLP-1 RAs) Bk RAAS 1]
HIFNAIRIGTT ORG A R ), (BT R s
(RS TS . GLP-1 RAs PRIZE{R TR Do 8 ALy B4R
PR 5 T AVE P FTREXT I 45 GLP-1 RAs 2T
JHERIBE RIS T A% L, BV GFR <30 ml/ (min x
1.73 m*) EBIF R BTGt (. M
JRVEH GLP-1 RAs rpi—7Fifr, & R IE R A 25,
AR 5% ~15% HOACHE , [RIH£E VR LI | 7k
bR AR L BSEE ], GLP-1 RAs
R ORG HERY/ NG IR F1 2 R, T LAE A ] 2
ML FE MR R A2 it iy B R I R
eSS Rt ie d , GLP-1 RAs £ 75 1] AR O
I R AR AL IR0 B AT R R 2
2.5 HAth AR P ARG B2 TT
Ro SNW)SERAR YT, AR MR AR T e A A B R
i A E 1 RO B B B, DB R LR DO RE AN
B SR IR B O RE gAY L FE NS AE
JHEB AU, D IRE R IBYT T LB 2 i e b
TR A1, AR INR S B AS B —Fh
VSRS, AL T8 R R A R BRI 15 , A R
EP e e Vi PR R RN 1 AP R R B P R i =1
G345 TSR AT JHE 8 8 B s itk g . P
B, BE ] IEAE ORG KBV AU /NBRIIE R R T
HA T AU 2% IR Bs RAAER T I R 2 4 i
RIRTHIKF, FIH T ORG KU AR IEARRERN 3
IR, I T NF-B GV X 1 I # % 3% ORG
REM BRI, TRERIGTT ORG [HTRIZ Y, 4R
KA SS-31, TORAFE /INBR I K 40 A2 40
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