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Immunological research advances of peripheral blood lymphocyte subsets in idiopathic membranous nephrop-
athy LONG Teng-xiang, YE Kun. Department of Internal Medicine, Guangxi University of Chinese Medicine, Nan-
ning 530021, China

[ Abstract] Membranous nephropathy is one of the common causes of adult nephritic syndrome, and its inci-
dence has been on the rise significantly. As a kind of auteimmune disease, membranous nephropathy is generally rec-
ognized to be caused by the deposition of immune complex formation under the glomerular basement membrane epithe-
lium as a result of B lymphocyte proliferation and activation stimulated by T lymphocytes, but its specifical pathogene-
sis remains unclear. Peripheral blood lymphocyte subsets become a research hotspot in recent years. This paper aims
to highlight the immunological research advances of T lymphocyte subsets and B lymphocytes in idiopathicmembranous
nephropathy, so as to provide a novel target for the prevention and treatment of idiopathic membranous nephropathy.
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15.0% } 22.7% , B EA B MR HRFESERNHVE
PR B 5 0 R ML R B B A R N B ST B AR
R B 7 K L 9 BB BT 43 D R R M R 1 B R (idio-
pathic membranous nephropathy , IMN ) Fll1 4 & #4 4
B, gk RPN SR B B B R ERR R
SRR YL IR R AR S5, i IMN
A B IRPLE R ST 2. BRTARRTRE NSRS
BEEYUIRES/NRERE AT, 8+
EERHEY RS, MM AR RENREHT
IMN g% £, RIS IMN B H 2754 E
I 94k B 4 B K R R 5 24, A< SCRE IMN |
GBI RAE—253R
1 $SEMEEER T HEMMITE(CD4" ,CD8" )
HI B EE

T4MRE T B T4, ElRPRE Mo
b, T L R A RIBT A, 40 R T AT AR A & H
JEZEH, 40 CD3 .CD4 .CD8 1%, &3 Wkit#,
T 4iffd 34tk CDA™ T 4Hffaak CD8* T 48A, B i i
HASMNE MBS RBERE , RIETURIRG NS0
BN EIHS SRR MER. Eh CD4™ T 418
B T W 4H Al Chelper T cell, Th) , BA BB
RV S e B 4R L S 3% B T Rk, BT T IR LA S i
ZERIGEREE, CD8” T M MR M T HE
ZM M ( cytotoxic T cell, Te/CTL) , £ B & & HEE IR
AT IRIBOR M CDA™ T 4008, H BB R 40
FIThRE. ERRETE THREHIER —EHN
Fofi, SLH R CD4* /CD8 * A LA M e , i & 1Y
PRV R EEE RN XBEE, RE
1982 4F Cagnoli 2P fE 223 IMN 3% CD4*/CD8 "
B RN BA B EA S, KPR TRES
EMBEZEAREAEE, HEEFROEKS
f#,CD4" /CD8 " LWEZ B T/, IEEEZMHRHR
WET IMN &E 5@ RS MAME, CD4 ™ 47+
Fr e, ifi CD8* 4HML PRk %, H CD4* /CD8”
H8 B & T-X ME4, L CD4 ™ T i Ft@ i £,
ULBAZE IMN B R R A 7E T Ik B2 40 i T B 2K 5
KB REEAL, RGBS, CD4”
T 40 BEARYE 43 0 9 40 i R+ Fn A R Th BB AN [,
43 Thl Th2 .Th9 .Th17 ¥ T 40H( regulato-
ry cell, Treg) MW BE, LU F XS & EREAE IMN
IR PR AR TR R .
1.1 Thl/Th2 ZifE {64% Th {4 R Thi,
Th2 BT &, Thl 4B 5L TP K-y (IFN-
V) AREHHRBE T, M SRR EZE, Th fifE

EW U R4 B4 (IL4) (A R-10 (IL-
10) AR MEE T, 0T 8E B 41 M2 ik
BREAER, M FHRBEE. Thl 5 Th h—XE
BRI , &AM GI/EAT, Th 403 AY IEN-
v B Th2 43360 TL-4 35 5] 410 861 45 ot 49 43 AL FO T B
Th1/Th2 AR ES 5 LR FBE MBI 1 & 4 A
KB, Masutani 'V @;3 HALMMA EBMTEH
M B LLAE , R 30 24 1) IMN B35 1.4 T 40ffuse
STHALH B % FH 5, Th1/Th2 B He (8%t BR 41 & 2 %
&, BMmE IL4 K FES5REQR B EMARX, #N
IMN #& 2L Th2 i FEFHRERN N E. FE
2070 R B A St B A I I 35 Hh i T4\ IL-10 #01
IFN-y /K, &30 IMN 419 &8 IL4 IL-10 L, 1
IFN-y W~ X[EREUE T IMN 7748 Th2 40 1)
TEALFIEEE , S Th2 AR 3 SRR, [FIET Thl 40f
ZRHE, L4 5 25K 7758 0 5 5 I8 K 4 a4 1k
RALL B /INER 95 400 B 1 B AR RE S R, FH (R I 4T S
4 a3 7R R AR A O T S BT 4k, DA 53 W i
SRR o

1.2 Thl17/Treg ZHfE Th17 RHiEEFHFEAWEE
H) CD4 " BN T 40 M 0 8¥[8 H 78 7K 43 b 1 4 g
A2-17(1L-17) Wi ér 4% 9 Th17 480> . Th17 40fE
AR R B 5 R B F RORvyt, 338 33 43 i IL-
17 RS F-o (TNF-a) . H 40841 -6 (1L-6)
ME A E-23(IL-23) FHEE 55 RIER N
ARG RS, HA IL-23 A2 ¥ Thl7 40
TEALH 40 IL-17 , 2 Th17 R EERTE FZ
—, % Th17 iR AL FERKEEETEZNE
AP 7R T MR S R RS N R R RS
Y RAFREEREFEER, RS 5%
BEMFRRNSERAEME R  REEEA RS
i e R DLSE B A il v TL-17 B 2 TR
R, BRI RS IL-17 HT T [, 4278 Thl7 48
MTATEEXT L BRI A REEEER" . Ewst
Th17 48f 5 IMN @A R B R BN D W 7E X #]
FiHH T IMN B — T BF 5T =, 2R A 3 X 40 AR A 0
H B ISCI A S E M Th17 AMEE 4R IL-17 # IL-
23 KBRS RAHB AR,  EREBRITEE
X, U4HA IMN 778 Th17 40 i 3 78 5875 . Kala-
vrizioti 21 — T g 1 2 4E B9 IG BRAT 55 & BH, IMN £
HR IL-17 /K P B2 & TR RA, FE R TNF-
o JL-6  HA% 40 A ¥ 1k 2 -1 (MCP-1) 7K F 8.3 F+
B, HgEAKFEw IL-17  TNF-a J IL-6 8(iF R~
Th17 RGN BB & A, g IL-17 \TNF-a 5542
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B FRRERCE 2 AL R ER A SURAE , AT 19 IL-
6 F1 MCP-1 % H A {2 R HF b FR S, 12
T RAEAIMIRTE . Treg INE T S B 5T A4
HZ—  FEH—-FERERTER CD4" CD25 "
T SMIE AL, NS 5 R F1 & F 8 Foxp3 YE 5%
MEPERRE . Treg 4MIATIRE EE RG] B 5 RN
T M TS E A4 35 S T T 32, I BB 2 1 W] B
BESHE B REER, Treg AMERERREL
A=K EF-B(TGF-B) , i F 40 il H 7 7T 4 :¢ 50 A It
Treg 4K IE ¥ ThE, 7ESMNEAMKE 28 E , TCF-p
fIZEi55 CD4 * CD25 *Foxp3 * Treg 40 ZEIAIEAE
3%, TGF-B FA TN T HE T MEK E B%
REVELEAAED . Treg 55 Th17 AL, FiE FIAER B
¥R T 400, B AT AE AR o o T 4E AR Al
ZHIEYE BN, Th17/Treg W& ¥ 4R RERS .
iy B SR ima EEEER . xF#
HIBFFTIE & B IMN £ 8 3 51 A I Treg 40 3 L 2R Fn
TGF-B, 7K FHRIE B 4H B E R, Ho P i 3% TGF-
B, 5 Treg BN REHEIEME, HdHRBEHIMAT
WAL BIER ST B8 F [E] 5T Foxp3 ™ Treg 4HMIR MY, BETH
B X R4 B 2 e M BIETT B AR
6 ™A NRERIB WG R ESME . ILoh, FETH R BLIATT R
SEEG4H Th17/Treg HLEB X BAH B A&, 6T 3
AN AR EBA B R, 19T 6 A B E S5
BADKER. Huko FCRASEHFR SR
B (RT-PCR) R A b7 T JLR R R 2B /1
BREF R 'F AL F Foxp3 5 IL-17 #) mRNA §3R ik,
R IL-17 7£ IMN BEFHREPBERE, BERR
ANCA XM B R B ¥, FAt, 5 ANCA HXH'E
Ho R AV /NERE R A AR LB, IMN HE R0A
Foxp3, X A §E2FE X IMN SR Th2 \Th17 £
SHEMHREERRET Treg B MMEF R, LA
EBFRRAR T AMEIM Treg 40 AWK 2> A Th17/ Treg
HERERES IMN FRR R E VIR, FiE
JRERRIE N Treg 40 ML VT REXT IMN A1 IR UG A2 1
WAYER, BIE R RMERHE— SR

2 HSERMEMERBHREARNKET

2.1 BfE4IAE RIS IMN A RERYRBHLEH], T
ELAGE S 2 W B A R E 2R TR B
B RBE . B M E M N SRR
& e AEE A YTTRT /R E AT, $3K
BARIESREZERG SIREAR, 558 RE
&, R % IMN BRI EZEEE. CD19 /E4 B 41
MR EERD, B—MFEEES, RETHRE
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MRS B MBI RE ML B, FES 5 B 4
MEE EEHFMAERKAY,7E B AlEhE
AEVER . CD20 7R B AR M —FMinid, R
ETEY B 40 RN B AR B, Bt S 5H R
Ca’" BT WEX B AL AR BT IR, ]
BEMBERR RN REINEETTE, 77 B 4HAEE L
RN, FRg™T E it g A bk M E
IMN B E'BFHAFERTEN B WEHEENE, 5
MBI B Ik B 40 A T R] SR AT 4 X BRI 'S
MRFABERER AN E L ERE. RAAEAKE
Ak Il CD19™ .CD20" B ik EL4H MR L, 7T L B
WEHRBREEXMBEEAS, BRKERAIRE
EHRM IMN B4 BHREARITEHESTIEX
BEARBE, BHLS BAKRNRBARERS
BNERG R EHASEIZBAE —-ERR. UL
PR IMN R d B 77A7E B k2 48 iR iE 1k
55, WA A A MR RIA ERENEER —E
2.2 FlZEas TEFWRIAEGHZRETH
ZHBAPE IMN IGST BN A . IMN BRFTAN 2
—ABRER, B AT LR, FEAR IR R R T s 1
FLIELTAAMBIT TR, MZERIER AR
#& RIT CD20 B TEfEYIAR, 65 B k40 CD20
NERELS, S8 B HEARMER. EEHEE
REATE RAEA TR REIRMBRIB TR
PR EE BIE A Z & B e iRE™ . &
2002 4 Remuzzi 251 (@52t ith t 3 F A 8 BA4TLIA T
8 BixEIAHE IMN o, A 28 41 (375 mg/m’) &%
PRiEST, BA 1 K, ER 4 R8T MU 1 )5
KERSr B H R B R B TR, Ko, I8 & REgR
FE(f. [R5k B AR/ DA B4 RBFRBE
B, R 25 AH A e B EREAR IMN B35 E R R [E]
AifasE H U S TR, SRR N SR EBUREA
RFFIZE B2HUI4T IMN AJ3A B2 70% BB,
BIE T ERE MRS AT AR,
$i M B PLA2R Hifk 2 IMN 45 RUEE YR E

EIMN kA K BHEEENER, LHE Rt
IMN B B 15 s . Beck 2:1%) £ #8 PLA2R f£
J IMN H) R iE shitEtetn, BRI TEFZE 3
PLIRITJE 63 PLA2R W T B TRE R KB,
Ruggenenti 2™ 7E S B Al_b i — 5 5 FI{E 3R PLA2R
B .CD20" B 4 fflit B MIREH . TR E T
WHEFIZE BHRIRITACR . PR 10 M A TG,
ERBG R E R B E P H 50% 4 BIEFF PLA2R
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Pk, HRE FREQR D, WEFEEMHE LN
PRFFEE VS AE 2R PLA2R HiAk K o] iP5 R 2 &
HEIEST IMN A S AR R TG, 5T
SER BTSSR [ 1 , Ruggenenti 2577 BB 57 %
BEFS CD20 " B I8 S IRE OO, J
JRUE 2 Rk B W I A CD20 B 20 9 B i 4G 37
B 4H MUy S8, AR B B RN B I R,
BT LARRE B 46 L& B CD20™ B 28 MU 4E K 4 7 IMN
WE AE2ETehn . A 2eH DI A 28 i
fE R IMN ) —2RI6FF 2, (Bl THME & 5, B
MR B Z KA KB T B PRI 56 R HE — A 1A,
Hyrs &4k, BRiEWN MR ZMAF IMN f934
7 AUEXMEA T B B FP A — Lo s

3 é:l:bll‘l:l

Zr PRI IRAER TR ¥ B R IMN B A A

TEAE 2o G5 T 14 40 B (8 A0 EL ol i A8 4k, 33— 28

B A SR TE B MR TR R Z A S R A

BT IMN WP s iR LR A e S, R A L2

HIBE5E 5 10l .
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