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T # xEa

(R K ¥ RFEFEH B MER'S AR, RIX 430022)

BE ReRaTEIRELRRARNE. UATDREAR @Rz —, X mie A ki
KminsEM), RS PR IELE T RGAES . AT ANR, Rmies K RAERZ R X R EY,
CERAREPREFBOK LR, MATRINALGEFROEERLE., LENFH TR
B RK S R D RER G E RS, Ramfe e L F R 248 K. B mietfE bkt
B 628 AR % B KR, ML 4 RA R R mie b B AL A3 b8 FinAa £, LTadit &

FORT AL B D RARGEE.
XEEIA RN R BANERE &

AL TS /INERIES FRBE R BN E, JE— P
ROACH ML, FEARSNARER S . I 20 5K, BB
BRI, TEHR K LR BRI, 15
AR FRE T R R, 1S 241 H
FE W NERBOR PR BZ B EW . Hal, KRENR
R T A 2 M A 25 T /N EROBRO A A R R B S B
f, R EAHEES HAREH . ARG EE
S A RV B NER IR SR LRI ST R,
RATE RS B NERBR BN Z 8] KR, R
RS SR SRS, it P X AR
21 B G BE LI A8 9T T R R KR

1 BHERRMEYNFEER

SRR — R AR LA, M T N R
Jli(glomerular basement membrane, GBM)#Mil, &5
GBM. E41IMLE P B 40— i Rl 1 /BRI o it
FkE. 90 FA%H H Mundel W IR AT
RAERD MR, KRBT L 40 M 72 X,
J9 B A0 H A L B SR L A e T AR .

AT Mg, ERMER =57,
B 240 B P R R R A B ACHE BB H AR 40nm )3
FL, HFRMm B EL 4~6nm FIHHER 450 RFLIE (slit
diaphragm, SD)%H &, #4J'E /IERE I bF &1 & 5t
Z. HSD LB —NEHESDF nephrin #8A LK,
R EEMEEMNRSEARBEE KN .
Kerjaschki®# & 4 B £l 43 A TR X . REREIX DA &
R AE R X BRI E X =850, S#XEEH

AREPREE A, 0MEEERX FKIAM L SD 8614
¥ nephrin. podocin. CD2 A3¢&E H(CD2 associ-
ated protein, CD2AP)4; THUi5 X 75 20 i HLfey B Rt 1)
B 4+F podo-calyxin; HEEX K a3B1 BE R
dystroglycan ¥ £ 41l 5 GBM #i%E. E4MibEKIE
0 Ml & 28 M < B [ ai-actinin-4. synaptopodin %

AR G A G5 . AR IR B R R
HEBENRER R E R ARFRNDIEE. HEroiuEsE
SEAH A BA LU JLIE B A PR R4 (DA RCE D
BRIEL BB, 046 43 B RRORT B AT B Bt ()T 15 A
BREUEL ThEE; (3)SCHE'E /INBRTE 40 M0 4 1 5 1|) 45
¥ (@& B N R SRR R 5y, 4EFr 8 B R i a3 1)
FH GYE B E N KT, 45 S NERN
B2 40 B Ty e ) e B

2 EUHRESB/NKRRE

RS ZFE PRI RET . BOREE
HIBIF 9T 45 SR 5275 A2 40 D 2 2 S /N BRR  A  J
TR AN, B R R O T s 2 E A, X
AE F:3h 2 55 % FhiB A P RIAR A% A B /D BRI R
SRR,

X AR 40 M b S B ORI AU BE T o0 H AR B
ThEERINIR, T BBz TR LB /MR R A .
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— LT H RS N SR E 2 S B Lesi (6 1 /N ask
IR IMRA R A . Tryggvason 501 5 KR
2522 R 45 A F B 9w BS nephrin (3 [ NPHS 1 28 4%
B8, 4afY podocin [¥Z K NPHS2 RAEH SHILE
BRIE R EERBESEARERIAERS, B2
HZ CD2API/NR A RET IR K B E AR, HAER
BINBET", TRPC6 25 B KR Rkk 77 Bt B /D
BB 1L (focal segmental glomerular sclerosis, FSGS)H]
BEEHLK®, Michaud 9% I o-actinin-4 RAZ5 |
M ERRES SD REZ MAEEREXR.

FE AR AL M B /N BRI 5 v [R) R ] L 52 3] 2 40 P
S o SN AE R 9 (minimal change disease, MCD)
FRYARF AIE 1R 7 BB oA 2 2 4 PR R R Rl s A
(membranous nephropathy, MN) 5. ] 7F #8.45%  BI AT L
HERIE MR F R FREYERT 2 LR
o KBRS F BN Y LRAER, 2R EmH
MRy, REEE. LRz hEsE, &
FRE, EOfs. SENAY. BREEHTHE
Byl ARG . Meyer FNEH S RIEN T
JE 4 A5 A R B A AR R o A IR 4 B B B
TN R4 R ER AT A R AR R A TR AR
AR, A3 LR A, Fr 040 i 4
BT, RA MRS . BRIE, 43R5 e DL R A
FLPE o550, Koop SR B /INER P S 38 VA
K, %R R FGE R M /N BB  nephrin.
podocin. CD2AP F1 podocalyxin IR IAIH B &K
A%, Yo R ubra&E M B S AEst e B N ER R &
PIAHIC. BEAb, &40 M52 H30 w] R I id B/ Bk
. R EAARIAE R EERR,

3 RS RE

RUE AL S W NERIR R 2 (] R R ), (B0 T
AR5 B /INER PR AR LI TR IR ER 2R 224 M AN
o ARTAN, BBk KA B NERBOR £ 08 S %
P SAERE, B PR BT RS SR EE
A EAL e REY), TIRAL R E ST RS 4
M DI, EHER, LML E RN —&
RBEAART T, HE— 4 R A5 e N IR R R,
TR AL 2 M BK T A AL — 2 e R AR s (1 S S AL
SHEPRRRIRERE. ERNERERS, 2
MM — T HZERENEY RN L SY .
1IN /1 SN SN 21 RS e - R 3 2 B 1= 9B
s, 53— Jr i v] REil i 38 2 S I AR R

by E ARG, FPE R 25 8 JER AR
S g PR, A 4 T R X P 4k S IR AR R
HER .
3.1 RAMSIEHRERE

ede et s, XFRRR skl f k. 3k
Rt R VB TEIRBIAT B RSB SZARFI R 77
5% Rt A HERR . JER R R
3 i 455 R 5 52 4K (pattern recognition receptor, PRR)
TR A5 R AE % 43 145 38 (pathogen associated molecu-
lar pattern, PAMP) F145 £ #H 5¢ B 4 T 15 3 (damage
associated molecular pattern, DAMP).
3.1.1 Toll# % 4k(toll like receptor, TLR)  TLR/%
—REZK PRR. 7EWFL3YELC KM+ RF TLR
F—Z 5 AT TLR RFI IR . Miriam SEUO7E 5 i
B0 1 4 S /N ER 'S % (mesangiocapillary glomerul-
onephritis, MPGN) A5 R tp R I F 2 pH £ Fh
TLR &i&, H TLR3 #1 TLR4 IR XK P& &, B
TLR4 WREEN FLAM. FNHERIAAINETR
17 2 40 th fE e 18 TLR4, FF7EHACA R R T A&
i AR T . I, Miriam S542 H 2 40 fd o
Ae B T A S 40 A, R BN 77 2R 44 1
B RIEINEE

TLR4ZA T2 40 s H AR R 15T A2 40 i 53 b
o MR, 48 2 4 i B A B e DR, I8 4 1E B
R NERER AT R ML T B AR R
T TLR4 MR E EH F 2 KA BRI TG 25
PRTEA. FHEELIRSE, W3 BN ERL
SREDRAT, Bl 2B A o, 2 40 a1
BRIZRNAT T H /DB RAES G, AT BURS
JERIEPE R IR 2.
3.1.2  #Mkifl ¥ & & (complement control protein,
CCP) AME R G R AT R S R e M S e A
VRN B E A 54y, HBE Al g = 412337
FigigE. BERERME MR, BT FEIAK
BTGB ERE TIEEFEREN 4.
MN# B AR G HA R 45 R s bR UTRR ) Sz
HEYH A 1gG FxMAR S, H 1gG X E AP
PRI IIgGAT, B AT HEW S B & YN F B
PLAEAE 5 14 1R # 0 55 BR O A2 05 8

CAHPFFRI, IEFEEOT, B/AERE 4 ke
A ZF CCP, GHE 324 N K ¥ (decay-accelerating
factor, DAF, CD55). f&%i& H(membrane co-factor
protein, MCP, CD46). CD59. #M&5Z{4 1(comple-
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ment receptor 1, CR1, CD35). #MASZ {4 2(comple-
ment receptor 2, CR2, CD21). C4 4545 H(C4 bind-
ing protein, C4bp)Hl H Bl 75%, LA il Sy fl & P
F& F O B AT T 3 40 B B 4 T R R AR B E
FHusI91 {H 4 J2 40 ff 33X CCP 7% B al AN 4 B0
AMASE BRIR AR, A2 4l MO R MA R 1) B Bt s,
M2 5 G B B R AR 2. Schiller 429
B ST UE S H#MA B 55 RS2 MN B8 HN
(Heymann nephritis) 7 & 95 ) <8 . Moll 2522 & I £
¥ MN 75 A 19 2 T A8 N BR% R 778 CR1 Bk
Ko XEFFFRHIR CCP MRE . heR ¥ 2
FIRFMA 55 B IR AR WOE B SR B, B O HER: B4R
15 CCP 5 Al A S 2 LAAMA 55 BRI A0S A £
) % e M S B AR 4D .
3.2 BEMSHRMERE

R, XORRIRAG M o FE N 1 S e .
25 55 N 2 1 40 i 3 B AR PR 52 5 40 il (antigen
presentation cell, APC). T#HE4fE. B #E41H
T Rt ARENERBIAEBTIURRIE, M

BEEREMRESTEE,
321 Ramfei R HUER - KEERIBAHLIA SRR

Rt NERNY R Eik, S41R5TRK
€ BEh 2 41 il 2 5 1 /N BRE P B S S HL IR 1t
BEHEFEHIESE.

Ronco 5 SR £ 7 B &) DPPIV (dipeptidyl pep-
tidase IV)f1 NEP(neutral endopeptidase) & il %%
YN ISR UAREEDUR, BENEAR LA
M A Rk, GHENX PR EEHUR ] AR 5 A K MN
HIRAEH K. I Ronco WL #6 H 4E )L MN
BRI T AR BLAG LI AR IR T REA ) NEP $ifd 2 32
A JLMN B R, 375 2 4 9 NEP J2 AKE MN
FREEHLR, 405 NEP RifL NEP Hiik [a] ) Sk
RPNEFBMN FRE. K1, £ MN 2589
VIR 2 4 R B 2 NEP A7 RS2, th4h, Ronco
SOSN8 43 BUE 9 P BUR AT REAL T 40
KA R B, Hp iRl fe 2 5 EE NG
. 7E HN s R 8 a5 st R B0 HN 305 %
PUA B H S 2 megalin, X2 KF L RE K —
2 EAZAR, e SHNDUAL & T RR N R R &
), NTTTBIEAMA RS, T BB S 5 & 4)(membrane
attack complex, C5b-9), i B2 40 524, SR
HAET A1k, EARE/DNERPRIELFAE megalin.
Beck S5V HT RIAE K 2 HUR KM MN 85 IR IIL7E

s 47 7E 5T PLA2R(M-type phospholipase A2 receptor)
Pifk, HPLA2R [FIA7AE T 1E 5 & 40 Mo 5 & M MN
B S DRGIEEEYURT, N SFEUTVE HHRE
B 1gG, EE KN 1gG4 W, f85 PLA2R KAFF M
&8 RN, 7 MLEPFERPL PLA2R B & Hifkts
FEHN1gG4 TR, HEFF LSR8 PLA2R 2 A
JR &M MN S BT R YR, 40 M I R AR ST
FE25 LR FIRMGER EYIRER, 3B /N RE
WIRERRE.
322 MHC ##:#4F ICAM-1  APC Zfgfibi
B I, ABEPE, FEURERERES T A8
F—R M. SHRRELBEMHECKS TR
MHC I MHC II K53 F K& — S840 fa 2 T A5 B 7 1
s, Hoh 4 Rk MHC 1 2E4 T4 AR A &
HRAPC, 7 8 AE T A2 Bk IFN-y & Fl FRIAMHC 1T
Ko FHEMIELHR APC.

Mendrick /R4S MIFFTH I /NER 2 40 i
7E IFN-y 33 F g 215 MHC 1 2651 MHC 11 2847
F, FREn TR L HUR . Halloran® 1 Maguire 2429
R0 5 W A0 SR U 1Y) TRN-o1 A5 S/ BB /e MHC
1254y T3 Bk . Coers 252 F | NCGN(necrotizing
crescentic glomerulonephritis)ZNYIFR A5 T 2 4H 2
FEAA P S B0 B AR, R B2 40 P 7 sk 4t P R 7
FY S 8T B R T AH SR B 43 F MHC 53 1% 4E ¢
B NERE R RAE R VA E EEAEH . e R
NCGN iR, SAMETEE XA MHC 1.,
MHC IR 43 F ICAM-1 RiE, iXLE5FHIRIA
Al g5 41 f 1) B /DB i P I SORE A R R TR A
K. HAlBIEsEF 2 B I R S AR T
B % . MCD I FSGS #5 MHC 4> FH %, LHH
REREAL R AT IFN-o/B, IFN-y, IL-18
TNF-o¥ 6% 5 15 S04 R 2 PRI RIL, Hpil
F ICAM-1 {41 i (Kl TNF-o. F1 IL-1B 77 T NCGN
WelA, IX—I% 5 AH AT /R & Bl a2
Bl —3e0, DL ERFRSREHEH A AR R
ES5PURR 2 MK MEESF MHC I, MHC II
K FHICAM-1, HIEMASMNX LS 1 A] 4 IFN-y
FHIFRIL, o 2 HHEELE A —Fh APC 25 REfAT/
A5 RIE R Rt R N, R TReA:
TR A 5 R AE T, B M4 R T LR
IFN-y % S5, iS5 20T 40 MK R0 A R Ry
ForF, F 1 B /N B s P ) ROE 41 3R B U R 4
R RHE RN IAEH -
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323 #R#aFB7T  HHIES T BT EIEBT-L
FIB7-2, 7 T. B ¥k 40 B s AL A A W2 N R
e, HEERET APCRKE. 78 THELH K
EF, B5 T MR AN Z 40 CD28 456 X
RS IS . 7E Th Z0IR S F4HE) B M E 41
Hafid #2 4, B i fuik B7 L A{E Th 41 feiE 1k, M
5 150 Th 41 1A CD40 Btikh B 41 fais 1k
RIEFE-FS.

Reiser PRI, E—ERBELAMAHT, 24
i L# B7-1 ik L, (F 4R B e H EHE. SD &
BaFEHS M, SRERME. BEIRREE, &
5EARKN AR . KRR, 72 MR
Rrp, B EREA ., ERE R ERER,
NZB/W (New Zealand black/white) F1 /B, 41
HHRSFSHE RS, B7-17E 241 RARES

W, BSERARKNKERTIAR, R3S HMEIER

RS T B7-1 5 ERERE SR LI 2 SD HIRBER
AR, HIMREIR, B53RM 24 B7-1 K& LA
R EEMRABRES S FREES. B7-1 %
SD R HIBLEIFFAS 403 2, SR 7R b — B S 3%
aF, NI TR 240 B7-1 4F LA,
T A B R 2R —iEAE S SR Rt A
BN, NI S8t Rmxt B, WEAH
H— R LHESE .
324 #{LE-F CXCL16 B R — A
[ ) S 4 P A A AR F PO 40 B ER 7, e S R 4
E®, 5 MGHE, AR, JRET-ETRE, i+
TER R E Y g . T eE AR S B R R HEAE
M. CXCL16 BB EM B RGFE. i
CXCL16 FERIEBIER, LI AN FIE CXCL16
TN AR B ARE M. SRR, T #
EL4 i 5 R AR, S5 %% 40 i 1) 2 5E 30 1)
A, MEEA CXCL16 B T /™5 40 g [al kG 45 A
Ab, BVE N EA AU H ISR O (oxidized lipoprotein,
oxLDL) {18 K Z AR & 15 % oxLDL FI1EH
Paul 550253 i IS B /INER 2 40 L 7E A P A0
BRIk CXCL16, WRAMIF 0L BRI 2ORE 4
JHi R -F TEIN-y BE3 o 2 40 i s i 20 R n] ¥ P CXCL16
ik, B9 12 41 ffu st oxLDL 3R ; $Ht CXCL16
P 2 40 f Xt ox LDLI¥) P 715 FH 955, 327 A2 40
Fflifi it CXCL16 K5 B% oxLDL IfEA . Wu 263
RIIRANE B 4 5838 R CXCL16 & &, s
B IR 1 % B LiE CXCL16 /K Pl 2

FHER . 74, Paul %027E MN B3 o R I EE
L% CXCL16 /K2 F = 1, BAE MN & BEiEk
RILE /MR oxLDL 7K-F-F+ & H B/ Bk CXCL16 i)
FIKWA B LI, i — it MN Zh 54U B 2 4
H CXCL16 1E25i% 8 R 32 A KR oxLDL KI1EA .
FHUGAT WL 7E AR B BRSO T, 2 40 M7 0 K E BB
FEILEYFR IR T RIE CXCL163hn, H45 12
— 75 I AT CXCL16 /i S0 S 4 . RAE
MR, 35 %% RAE RN, J3— 77 @
PERE A CXCL163K % B A # 9l oxLDL, K 1%
YR ER . Bk, & EHMFKIE CXCL16 7,
M RIET 2 8t b, WIAT B8 BT G 4RE S NV 5
B E Y% oxLDL & M0 5| B 545
32.5 CD2A8%X%&&(CD2AP)  CD2AP &AAER
THEMREHREE2HAME SN ER “ AR
fil” )B4k R, BRI CD2AP 4
HRETIER CAM, RERFE /N RIET T EE
FTL

Kim 25957 & B CD2AP FR T #J3. SD B 414 .
YRR IEH IELLThRESL, 15 R 40 i IR R S iR
K. Kim M T EK—A CD2AP 557 £ (1 22 4]
kRN BU(CD2AP+/- )R, KEL CD2AP RS 5 &
41 MO F N FFAE B, CD2AP+/- /b BUE 40 AN RE A R0
THERRHE AT, F0 B FE K 5B, B
KAENEBERANATSIREAR. ZHREK
I CD2AP+/- /N B B3 BE 2 5 A28 FSGS K18,
BTE/EK LR WA RIE A H A FIFRE
K BRE AV Hk A WL, CD2AP R & /v
3T R0 E R ThRe T R B D ER e e i 8 AR
MYEM . Mo, £F CD2AP 7 « S iS58l ” i &
S AT 2 40 i mT Rl i G 3 sl B AL 5 ke
P SN BOR, AR B2 A k= iR,
BRHTF#H— PR
3.2.6 FcRn(neonatal Fc receptor)  FcRn /& IgG Fl
HEAR—MEIZ 24, RiETALE/NREAMA
M NE bR BRI S . AR X B
JE 41 i FcRn (IR 7T, 84555 A8 2 40 it H* FeRn #1E
AR TEZHIAR.

Akilesh S5PSIXE /) A2 40 B RV RAF 0 B JEAR
B IR/ BRUE 41 B AE e koK PR IL IgG MIEEH
#1252 4K FcRn, LA RAKSEF ) Fey Z & (FeyRIIB and
FcyRIIN A 4 & 5244 megalin. 3% 3581/ B2 40 i
# FcRn fEF R B EKFHAERE. #— P etk
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HE BT 7RI FeRn 8RGO B /MR 1gG 17
BREES TR, ELBERS AR ER AL 1gG ERRIE
/N A B3 % ; FeRn SRFE/D B /R R
(E AR S BN, #Eitk, Akilesh i H:
SR 40 P A B TH BB I A 3 X B /N ER GBM 1 SD &b ifil
KEEH. 1gC MABEE &Y EshER, /L8
ZUREMRTESE T BHRENRE . S8, Akilesh
LR X — ML R TR AR — S ) B R — D
37, BN RS 45 B B R FeRn Xk T/ BUE 40 B
MARIE T B /NER R JEA ML, W 7E FeRn G/ R A
RIF AR TIRE 1gG FBAL T 2R B4 M i A 2
RAREA. REmk, 4AL EXFCD2AP M
CXCL16 FIBTIT4E 3R, AR 02 RO 2E dh#E0, 2 40
HEsERThRE R EENAERARERE X, THE
xR G 2R 4 T IOAL B IO A 40 OIS BR DD e
IRPIRE BN RN B H AR, (G &M F /D ER
EREERBHNEERRZ —.

4 NG

g Lpnd, 29K AAZMHEEN LI, 6
EE A RRAIRB IR EE, RAHERIIAESE; 7
i, BRI T, EA MR T s R
fash, BEHSELFERBAHENS . LHLIT
SR AR A L P — S AR SR T RO BURIB 5T, 40
B H 5> F TLR, B FhRGHRBEMXS T, UK
FREIEBRDIREAR SR 155, A 1 B AL 40 M AE /KR
R ARG T ERLR. REHLAEIH
WA TEETERE, AR T3 —PH TR, (B4, B8
S5 2 A B S e D RERIF AR, B AROK IO HEREXS T
B ANERIBIR AR HLEI AR, JF R IRR BN ER R BT
FRIEE (9] ¥R 9T 77 SRR S EE TR IR
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Immune Functions of Podocytes

Min Zhang, Hua-Jun Jiang*, Yan He, Jian-She Liu
(Department of Nephrology, Union Hospital, Tongji Medical College, Huazhong University of Science &
Technology, Wuhan 430022, China)

Abstract Podocytes are located at the most outer layer of the glomerular filtration barrier. As an intrinsic
cell type of the glomeruli, podocytes have a special structure, and play an important role in the physiological process
of kidney filtration. Some studies have shown that there is a close relationship between podocytes and glomerular
diseases. Podocytes are not just passively involved in glomerular diseases. They may also actively participate in the
occurrence and development of these diseases. At present it is accepted that immune mediated glomerular injuries
are the causes of most glomerular diseases. However, the role of podocytes in this mechanism has not been fully
illuminated. In the past, podocytes were emphasized a lot as a constitutive part of the filtration barrier, but recent
results indicate that podocytes are closely related with local immunity in the kidneys, and may actively participate in
the pathogenesis of glomerular diseases by immune regulation.
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