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New understanding of proteinuria in the progression of
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Chronic kidney disease (CKD) is irreversible change in the structure or function of the kidney. Proteinuria is not
only a common clinical manifestation in most CKD patients, but also plays an important role in the progressive
development of CKD. Proteinuria can cause glomerular sclerosis by inducing podocyte damage and apoptosis;
it can cause renal tubular atrophy and interstitial fibrosis through direct toxicity, activation of complement and
inflammasome, inducing oxidative stress, and promoting apoptosis. Understanding proteinuria and its role in the
progression of CKD is of great significance to the study of new therapeutic targets for CKD and the progression of
delaying CKD.
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BT AGE T, 2B /NERIE R IR T90% D T
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32 B B /NER L B8 B /N T R S S R 1

1.1 BB I 5 R

B /INBRJE 3 5f B (glomerular filtration barrier,
GFB) M N B4 il . HEJIE I (glomerular basement
membrane, GBM) To J 40 i 3 )2 435 Ah £ k1)
(K1). Br ER3JZEEM AN, A N AR Z
(endothelial surface layer, ESL)IJE 40 il T [H] Bl
(subpodocyte space, SPS), ESLHISPSHHAH 4y
T AR, X NER IR D AT B
GFBIAFE FH AL 4 7315t B A H i e B, A — 5 e gt
(ECIEIF o =) 3s

1.2 BINEERIK

28 B /INER R L Y 10 3 AR 1 BT 3 2 it megalin
Flcubilin gt 5 9 N A AF H A I /)N 45 2 WG IR
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fietl s X T B A E A E R, Megalin Al
cubilinft— A1l HW 2 FEE AR, megalin
JEJB FLDLZ K ZE 1600 kD Z LIk N & Z 1K,
A LRP23E K 4 %, LRP23E K 248 v] 5 UK 4
FRE A RAM L LT 58 HRAE R R 7 UL
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Figure 1 Glomerulus map

) EHM; (b)RF; ()N, ()FLNRHEE; () RIEMMM; (F) RIEILTT; (o) BF/NKEAMIME; (h)BE)Z L4, ()i

/Mg () R

(a) Podocytes; (b) Podocyte foot process; (c) Endothelial cells; (d) Basement membrane; (e) Mesangial cells; (f) Mesangial matrix; (g)

Glomerular capillaries; (h) Parietal epithelial cells; (i) Proximal tubule; (j) Bowman’s capsule.
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4 JIg i 1R 4% iz 2K [ 2 (fatty acid transport protein 2,
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EARPER . BAh, A BRI E A R AT
I R TS S 14 P BT D) 7 YR N YR S B P 20k B
Fik, HEMSBCE NG TS A

3.6 EHRS5BE%

W — R LA A [ AR AL, g
Mok B AR RE AT . AR LR IR TR
s REE AR —FOLE, WE RS 2
MO AMIRS%EM, PTECEZTFHEZMAEAS
BN RTTEEAENTN PR, Mg
H W A BEIE L AW A A5 R I & B A B
B 2> ful % A M R R PR SE T I g R
TS PR B D T, AW E B R E SR B NS R
Vi A VR o B, A 0 o 0 2 B
I AT RE £ S B0 i T O R B B A . A
(A o 202 TG 2 S B0 /N A AN i 2 0 R 0 DR T
A,

Wil 2 X & PR 1Y & 9 AL R &R R X CKD
B AR R 5T, DGR B AR B A
HCKRDW R K B . EAHRASUEKRZH
CKD & # L [m Al R B, i HaE vT LI i 5
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