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[ Abstract ]

IgA nephropathy is an immune complex disease, immune system imbalance, and cell dysfunction

is involved in its pathogenesis. Different pathological types of IgA nephropathy have different clinical manifestations,

and treatments are also different. Tts occurrence may be associated with helper T cell 1 (Thl) and Th2 immune re-

sponses. This review is about the relationship between clinical pathology and Th cells research of IgA nephropathy.

[ Key words| IgA nephropathy; Clinical pathology;

Th cells



- 176 - Chinese Journal of New Clinical Medicine, February 2011, Volume 4 , Number 2

IgA 'B9% (IgA nephropathy ) & 44 A [ i
DA JE M B Nk g | 2 3R AR L A 0 v A
o, U e M B T RE 0B 1 R B R, TeA B
TR PR, B EE 2 AR TE WA
VU X R L e, 78 B o R R R R R
25% ~50% , SR RARE S R4, (H 3R 05
K EMIZIE 5 ~25 N, 29 15% ~40% 1854
AN 3 b R A AR B B IgA B S Th
YOG R I SR ERAR AT
1 IgA BRHEHHIES Thl #1 Th2 X &

HHT IgA B 0 &R AL e AR s 58 2 i i, B
HIAK T D REREAS | 20 B 1 R RS VR B
U I 378 50 3 2 S I T B R A DA R s AL R 8
S5 TgA RIGHEENE . (HEZLIGRRE6E
BRSO B ) S B R s PR WL B RSk ) A
WRGRIEE SN TSNS R A 2L S
51 H&M, Hih A 5 Thl Th2 4045 09 % 5 Bl
PR TR A
1.1 THMRIEMSELEE T MR T 548
(1) 22 e 20 A (IR BG S R VR 1 O B 4 R TF ) |, v
A Rk LA ABRR S  FERRR R TSR T, St
10 ~30 d #4531k 385, 28 15 BH A 0 R P 2 6 05 40
1k CD4 * CD8 ~ 5%, CD4 ™~ CD8 * Aty 2 T ik [ 41 i,
G T bk 2L 200 i 22 i 35 0 B 0 98 908 2 40 A &
HNEABERRE A TR TH B 455 g IR ARt [X 5 S, 24
R85 P Ik L 4 S K 75% |, A7 Y43 A T8 LI Y 1Y
FAE e /N Bl Jok S TR 249 o A U O EXL 440 i 51
40% ,FF 0] [ B 28 ML — 2 20— WK B — 1L, P05
W S4B DR ¥5 40 R G 75 ) e N G g8 A 4
o AN My T 40 2 9k EL 4 R
65% ~75% ,

1.2 Th e mprE oW HFRER  Th 40
M AR X 4> CD4* il CD8 * T 41 g () T 2 48
Fr, Th 40fI5% T CD4 * CD8 ™ 4b  7EMUR AU TS L T, 1
FMEFRIH CD69 ™ 3K AT LA X 4016 Ak B AR 16 AL i
CD4" Th #Hffl, B THUEAR 1G4k, CD4" T 21
FRLAEAS ) (0 40 L PR - 2% 44 0T 4346 A Th 5% Th2 48
Jfl. Thl 20 3225 WA 73 M6 TL-2  IFN-y F1 TNF-
o TNF-@; Th2 2t =25 WA 73 IL4 (IL-5 \IL-6 |
IL-10 FIL-13, Th2 43ib A9 40 L N+ 114, 1L-5, 11-6
et B 434 | o AT & TR 1gA | [F]HF TL-10
PIRKZ hiEfe T 40050 W69 TGF L EEIS fin IgA
(4300 o Th 20 i 32 230 2ok 800 BRI 0 4 i ) 2%
A0 240 18 P I G 9 A R () o S 750 L 200 i ; Th2 2

BRI AL 5 B2 R ek A 43 4 i P T
PEE B A0MIIEAE AL APUIARELSS Th 4 ) 2 A
NG Bl B AR AR B I e e ) 46 TP T 40 M e i Bk
IR G A R T B AR A B . Thl F1 Th2 21l
TIIRE Y TE 5 FAH B 8] O 35 P, R 2 RF 1 S )
REFN SRR IEAY . T 24 AR R 2] ] A X
53 Thl/Th2 20 il % A 3% 0 05 S P 0 4 24, TFN-
v L4 43 % S8 Th F1 Th2 4 i 4 45 AF 4 40 A 1A
T A AR AT Thl/Th2 40 i 50 92 I 245
R BAC R B AR o0 TL4/TFN-y2 ) Rt
R0 £ A 20 B IR TFN-y B 114 RO T RE € Lk
Z A X 4 Thl/Th2 2B S ARTE

1.3 Thl A1 Th2 4EMIR RGN 5k e 2R 41 i
G 92 240 B — o 1 R T 58 199 928 24 L - 15 A 4k
(T . S REERIE S B A0 A S 3 T 40 i 2 v b e
Al 5 He A IR 0 R SR SR AR ZS & FESN NG
rp 3 S B R B A S P 200 A W T R A
Yy, iz R PR A i TN RE S A
RO SR B2 A A R AN TERE S T
AT 240 B A5 DA 43 5 . R THI  TH2 40 B 5% 18 Bt
PREARTRNI SR A T 45, H AT 1E 28 15 6 e 7L
PP R, 43 B 1) 4l Ak R B RN A 38 ) B T i Bk
JIT I B BT O R S P R ER RN (R ) o /NREER
I B R T AR SR Y R 0 o B AN 5 o
R W N = o e o N8 S N R 2o iR
BT, REEBRP AR BRI A T, o B vl A
TSR, G T DR A AR o R DR AR, AR
G R oS A 2 A A0 B 4 B ARG, )R 3 X i A S Bk
AR Th AT Th2 43305 (4 20 6L S 20 it P57 F1 The 2
IR CD4 43 F &% 5] Th1 (CD4* [ IFN-y* [1L-
47) Th2(CD4* IFN-y~ IL4* )Ml Thl Th2 FREI#A
20 ThO (CD4* IFN—y* TL-4* ) 41 Jifd i) B AE 7 % .
HIEF AR BLIRZS T , AME I Th 20 A 3 A9 40 i R 1
Fra b AR R I T ( PMA) RS T8
(10) SEAEARAN 8 F s 52 J5 J5 al il iy — s 4
~6 h, {H PMA 7E{RSR il 8% 52 40 2 rh 30 Th 21
M A CD4 43 F P (2 h) , 2R 4R
CD-4 IFN-y IL-4 = oA Th 20 73 0 s o5
Fie E P9 A B R 5 R 3R T & YIS R AR AR
CD4 53R IX Sk L4 AL 7Y CD4 " Fil CD4 ™ 2 il ;
1M CD3 " CD8 ~ Y 4iffift3R CD4* Y Th Ziifd il
it PMA TEMRSMRIRE SR # v Th 43R 1H CD4
TR AR

L4 IgA BRI RBEIIRPLEL  TgA B S e i B



PEIGARBTES: 20114 2 H %H44% 52

7N 1gA A1 C3 Z2HAHURTI T REEX, RE XTI
B IgA FEIE LR TgA , BICIEL LR 1gA1 SEH 5
PG R A, B /NK IgA VIRULTH
IgAl WAL, =2 i B BRI R 400 B 40 AE Th2
B A BE B PR AR R AR, I R A SR AL
BRI TgA B R IR Z R0 24 ~ 48 h ol [’/ B, #F
EER R G R R A= R B e e A L SO PR N AN
h TgA B S — R0 B G M R R . TgAl &
BEX | O - BHER 78 5 [gAl 725 /DR R X 11
DURUA B UIC R RESEEAL TgAT £E 5 /R R B IX 0T
FUWE R 8 T4 (8 R AE AR, 25 T &6 4)
IgA BRI . MY TgA 4320 IgAl Fl [gA2 WA~
AL Hor TgAT (5 I T TgA 19 90% . NS TgAl
B T—FEE A, SRR 8% ., TEHS TR Lk
XA -0 - FFUB R IX B, 22 B-1,3 LI R
At VE RS, 77 A 04 21 L 5 5 0 JHF IOk v ot e ¥ 7
BEE 11 52 K ( asialog lycoprotein receptor, ASGPR) 4%
B, MNZZ A IE TgA BRI 2 i, IgA Fe
Z A (FeaR,CD89) 73 M 4 A RUFN A] 5 BB A, 76 v
v il IR Y R g v i R S S P )
IgAl IgA2 454G, AP RFTE R I 1gA B 83 I
TP TR FeaR 380, 2935% ~50% TgA Bk
BEMIMT 1A S EFE, X5 BT &% YA
Ko HATNH IgA BIREE T AEMEZ R 1A ZHZ
ERETEME B ANMIAE B, 11T B 4045 TgA A2 E] T
ARG TR T A0 e 98 15 D BE Y S AL RB 1 O 4%
1) B A A T ik Y TgA . 7E TgA B R Ah
LY Th2 20 A A2 Ny 2514 5%, Th Jalss , 31X n] 6B 5
IgA ITTAA ) . Nogaki 25 BT 5 & P S
FEEPE T 400 (Th) (34 22 WAl T 400 (Ts) Ik
A Th/Ts T, 8 BU™ A TgA 19 B iffG 2
— B SEI RBAE A R E A TgA BRIA ddY /MR
B R Thl Podd HREFE IS A0 2 Th2 i
P TgA S WBE TN, B CH TgA 1977 4E 5 Thl/Th2
KA,
2 IgA BfFIGKRFIS Thl #1 Th2 X &R

IgA BRI IR LI Z P ZHE, v 50 BAEH R
BRI PR BT MR A R A2 R R LR A E
MR | A RE, IgA B EE RBEX
TURREY IgA1 51 R BEAH M (MC) 55 4=, % MC 53
Wh TNF-o IL-6 252 [HF , TNF-a $3 MC ;=4 1L-
1217 TR A5 IRGE TNF-a 25 T IgA B W
H PIMR Il PRI ER (PR 1 & AE 35 B A 40 A R A
S XUMTTE A5 450 B /NG I 728 Pk 3 403 T e 5 3K

< 177 -

TNF-o FIR3E5R , LL55 73 WA IR 2 TRl 4252 i 5 /N BR 2
B, 007 S FRAE B B /NS I B 0 8 R B R
SYUA R Z 1) TNF-a, Chan %1% & 3 TgA YIRS
MC B TNF-o 005 B /N 40, 35Kk (5 B 38
TNF-o MR MC 384 AR SE AR PR (40 10-15 101,
PAF 55 ) (1) 8 J5ORN 336 1 S0 7= A, 75 2% F0 I 2 1
PR ARUE R ANERRE AL, ERER A BT R al AN
B 2020 TNF-o B 17 FR B PR AR 11 R T o 34 22
I LA G %) B TG o [RIRSHEORE MG R A
WEIR AL , f2 G PR AU BRI, HE 58 NF-wB % 5%, il
oAt S M8 T R, i — 20 KR AE R
3 IgA BfRRERIS Thl #1 Th2 WX &

SEH KR IAE F R A TgA BRI ddY /N B
Al 4y R Thl PL# (HBEAF B 3G K A0 2 Th2
B TgA AFIEE AN, B ILIA R TgA B977 45 Thl/Th2
Rt XA FECT RE AL 1gA1 77
A2 IR B SRE RN 3R, DATTT R A 2R 6 IX Ay 4
Bi, SHEPEIEMAE T 1gAl MR E S, IS 1gAl
FNZ AR S A ZV8 (A RO 5 RS T R T B, DO 3
IR AE R PR, LL GalNAe b JE A7, B 8
IgA1-1gG-1C AYTTRL S Fh LB (4 0 R Jon o
BRI, TeAL AT DL fh B 2 R B | S
PLCA2IP32Ca2 * . 3 NF2kB % 53375 & B /N ER &
JEEAH 154 A 0 3R R A M 3 W6 TNF-od -6, TL-8 |
TGF-B . MCP-1 LA B £ 4 % 42 26 (1 AURE B, 1 116
TNF-o ,IFN-y AT 3B /INER 22 B A0 38 0 1gA L (1)
SEAI A, HE— 2 S R P R N [ /R AR
I SRR R R TR S N BR i ad AR e
FREL KA B A R RAE AN IR A0 PR3 AR
B LT YA 5,
4 1IgA B¥FI&ITS Thl #1 Th2 X &

IgA B HA AR 109% BENIRFWREA %
SR W UL IR 15% ~40% B FETETIZ )G S ~
25 ANk M 2RI e, H ETIA K . B D RE IE
W M IRKF <0.5 g/L ML IE & H B 58 HE S
B M B AR S B T S S T AT BE TS 5 24
B MR R R ARSI S DIEE T R
PHYCAR INE B B 45 T BUR YT, LUEZE 1gA B R Y
R,
4.1 BEIBIT  BERBOMER T NEHE 25,
2 ANLEEEHTIEMN TR BT R IATT 1gA BN
Y7, UEBH AT sl B PR, 65 i B S 7R 3 i A
HA B VR, AT B I AE 2% LR 2R 3 o 1
TR SRR SN AR PRI 5T R R R R



- 178 - Chinese Journal of New Clinical Medicine, February 2011, Volume 4 , Number 2

W AT LI TNF-o IFN—y I IL-2 17226050 1A
N TL2 FEEHIEALAY T 400 7= 4 IFN-y F 2
TEALEY T A0 NK 4085~ , TNF-a EZEH APC H1 1
M B A L I BT A R R R K
Zal@E I APC R E Thl 400 K7 F1 F R Th2
YA PR, P Thl 76 240 i G 22 I A 1) Th2 i
. W 258 i APCs b 1 40 B/ 40 B i =2
PRI TL-12 B4 T IL-12 J2& Thl SO 9 5557
SYEN ) TL-12 EE A ORI, F A, B
IP ECL 40 L DA R A — s Ji 8 2 A ( APC) 772
EREfEHE L) CD4* T FBh4HAE 1 (Thl ) Ay 345,
W5 NK ZHAEAN T 4 A A I+ y TR £
BLIIRE RS S A B T B4R A6k Th 40
L, JFAEHF Thl HE5E A AR SRS 5 3E S0 K BT
BRI TL-12 7= A T R85k B LAl
1L-12 A EJEHE B2 BT R 2 Thl/Th2 S (1 — A~
FENLEE, W BT R v aE ok B IL4 1810 A1
IL-13 f72 A B AR T The 4t R R i 2%
X B AN = A BB R IR F IL - 10 JEs2 e 5 (1
Bz J T E I EL AR 4 I 110 A KSES
BUAh bR TR T e e AN T 4B A s fh A K I
F(TGF)-B"™", i FLREAEFH T i 1 4 40 Jok ot 2 i
B /NERTUL IR 30 2, i S —E AL R AT R R
A sk Bk NS K
4.2 PEPEI R A0 ML IR YT A R R
( MMF) Ay REERA A 0 3 B PR A il 5], W] LASI A T . B
S 0 %) BB, A8 T ATV P R 200 B A 0 ) 4 e B
A3 T A B, BH L 542 200 i R ok B2 40 5 P B 4 e
(] () 86 B, 0 )1 38 40 LA A S A7 R SR, DN T
BRMAE N B A 5 . A0 R — P Ak ) S e A
T, T e R s R T 30 vl A A 5L 40 i K R i
T B Ik B A0 B AR Il o0 22 R0 i oAk H57
PRI A 2 B TR ER ] [ 4R 2% 43 4 M iy
AEME . R FOK RS —Fh A ) e A fb &
Yy, 30 A0 A R A T BT TR L 0 R ) 4 B
AEAE G151, DT 40 i) 9k E28 200 A S5 ) 4 i R 44
W, AN, BRI — R R0 45 Bl 2 AE RO 5 19
NF-kB & B, mT 0 ] 28 58 A G2 06 1 | 8 ik
PP Thl 2500 48 AL A9 36 £k S 08775 Thl bk E 20 B )
Th2 bk T 200 H ) AT ™= A= % T 9k B 448 L 34 26 Ay 4
TR, W ek B NER B R AR B R B
5 IgA BRMTES Thl 71 Th2 X &

el 1gA BRI HE R PRI R, — EE I
PR'E e 7 TAE 5 A B i Bz ) R, A [gA B

S v A AR R B U A R R —
TgA BRIAITARAFAE G, SRR YT 7 ik
A TAG IR LS HOCT IgA B S 19— RIIA R
K, F, #E 1A B IE A R B & CRICH
SR it A ) X 6 PR 2 1) R SR R YAYT TgA BRI
FEERG KM MR, & I R 32 350 09 5 T R
IgA BN HUG A B A EZAIGIRFERR, 1gA B0
L E B S R S REIR 25 X TS AR iR - B
TE—ZHINLEF > 120 pmol/L 1Y F BEVT VR, 5
KA BRI B DIREAS A R A G B B N 15,38, 5
/N S5 2T 4 Ak 1 R B A TR 25 B ) B A2 4™
P P M B I R TS . BN AR Y T 4
L4310 TGF ek By3am , 76 5 /NG [a] Jl 41 4 Ak 1)
KRR Z A AR TGF-B RERI B
TR AN R A, 5 08 2R AR A 5 B [ o I s 24
PRI AN ) B 2T 4E Ak, 9 2 RBeN B A difb, fi
IR SR BE R o0 BEAR 2 00 200 92 0 22 32 3 )
)5, 3755 5 s 4 6 1 2 2 A A PR R s 1 i , o
JFAL 0D J 118 G338 R RE R I, 5 | R N T 4 200 i 34 i %
WA UTRL > TFN-y A5 300 HF R 4T Ak 7 FH 2
PR Z SRR SE , IR ] G838 2 9 2 7 B A
JCHT o= V-1 WUNLET B 11 1) 2 2k s/ T o] ' 27 4k 20
L8 RIS T4 45 BT B L R 7 A A B T B
R IR 2 T B /N ER B A £ 0 B T R A )
2, Th2 40HE4 MY TL-10 1] LAAE R 40 s 5 14
S 00 o1 R B4 o) g I 2 | 3k T DA 3 1 R
FE B R R B R (ACTH) A= Jl, 5 250K 9 9% B8 i
i T R H R, i A K RS
25 R B B, S 3L Ang 1T 45 2 R0 46 145 16
PEYI 3G 22 | 5 1R I AE 9 N, f Th2 Ik L 41
JRLB BTG, M P2 A K Y TL-6 , [R1 B TS B Ang 1T
AT A A T I B AR AR AL S
S WL /N R A K R R A R, Rt R
PR T 1IL-6 BB 0 Ang T1 ] DL i 3805 1f
N KA BT H LA AR, 5 3l TL-6 \ TNF-o 55 241 ifd
I %38 TNF-o it BRI BEVE FH , B3R
I35 PN B2 240 L8 ) R ) B 1) 5 24, 30N K2 i fg
BERE  JRERAEA T TL-6 A4, TR, I b s
Ang [ 43822 | Th2 4336 TL-6 #8822 XTI A& N
AR K, B D) e A R K, FE — 4 168
IgA B IR 15 AERE TSR TgA B = i
JERAZIEAME, B iA 39. 62% ; B 5 4F 1 i 5 K
HRHRWBL FT BEE P IR H R A 4
H—E W, @it 5 FFHEMLE L A& Rk



PEIGARBTES: 20114 2 H %H44% 52

67.7% ,— B. Scr=133 pmol/L, W &5 i % A 555
i 80% LA 1100 B AT AR PR B AT

AR
6 RE

IgA B 2 — D2 P IR R VR H B, &
s ST ALIR R AN o0 A . AR IgA B
FHLELA A IR B XS PEHIA T TgA
I AR A Ik DA 1% i T X6F 8 KO &, Th 1 Th2 4 A
PRI =776 20 i DXL 0 4% v 0 A AR L 4 1 1 il 7E
IeA B kA R e h k55 EEEM, N ILFER
J7 1 RT3 2 R Y AR B R A b A R
Th1/Th2 fEH PR BENAT R H B, FRATAE
TH o Ho g A AL R B — 9B YT T AR

S 3k

Lof BER AR B SRR R Th A R L S
FREFMAA[ 1], INARBEZY,2003,43(4) :44 - 45.

2 AN AR BT SE R TR) Thl/Th 4 B B 25 2 U
iV VR P A 2 A ARG T T ). AR 4 T S e A Ak, 2002,
18(6) :575 -577.

3 ML, SRPEE  Ih/IMIE, A5 O EEEXHASME IR Th 4R CD4
Gy FARIRIIEEMA[ )] SpEFART ,2005,21(2) 1104 - 106.

4  Odani H, Hiki Y, Takahashi M, et al. Direct evidence for decreased
sialylation and galactosylation of human serum IgAl Fe O-glycosylated
hinge peptides in IgA nephropathy by mass spectrometry[J]. Bio-
chem Biophys Res Commun, 2000,271(1) :268 —274.

5 Barratt J,Smith AC,Molyneux K, et al. Immunopathogenesis of IgAN
[J]. Semin Immunopathol,, 2007,29(4) :427 —443.

6 Nogaki I, Muso E, Kobayashi I, et al. Interleukin 12 induces cres-
centic glomerular lesions in a high IgA strain of ddY mice,independ-
ently of changes in IgA deposition [ J ]. Nephrol Dial Transplant,
2000, 15(8): 1146 — 1154.

7R BE VIR XAREE S TL-13 B /NER R AT 1L-12
MRIE[1]. GRS 2004 ,24(1) 155 - 58.

8 JWEFE MM, MK, TNF-o 5 IgA B A I PR BLEK R
[J]. s EBEIMZ%5 ,2005,7(2) 188 - 190.

9 IR, KR, TR A A, IR IR E PR 76 AR50 28 1 B /N BR
B RIE 1], P EBAEESAER,2002,12(6) :20 - 23.

10 Chan LY, Leung JC,Tsang AW ,et al. Activation of tubular epitheli-
al cells by mesangial-derived TNF-alpha ; glomerulotubular communi-
cation in IgA nephropathy[ J . Kidney Int,2005,67(2) :602 —612.

1L EE, B AR, 240, 45 N AT B R B DX IR B AL TgAL
5 1gA B[], T E IR, 2006,8 (1) :23 -26.

12 Monteiro RC,Van De Winkel JG. IgA Fc receptors [ J]. Annu Rev

13

14

15

16

17

20

21

22

23

24

25

26

- 179 -

Immunol ,2003,21 ;177 -204.

Appel GB. To treat or not to treat IgA nephropathy? That is the
question [ J]. Clin J] Am Soc Nephrol ,2006,1(3) ;347 —348.
Strippoli GF,Manno C,Schena FP. An “evidence-based” survey of
therapeutic options for IgA nephropathy: Assessment and Criticism
[J]. Am J Kidney Dis,2003,41(6) :1129 - 1139.

Chrousos GP. The hypothalamic-pituitary-adrenal axis and immune-
mediated inflammation [ J]. N Engl J Med,1995,332(20) ;1351 -
1362.

Blotta MH, DeKruyff RH, Umetsu DT. Corticosteroids inhibit 1L-12
production in human monocytes and enhance their capacity to induce
IL-4 synthesis in CD4* lymphocytes [ J]. J Immunol, 1997, 158
(12) ;5589 -5595.

DeKruyff RH, Fang Y, Umetsu DT. Corticosteroids enhance the ca-
pacity of macrophages to induce Th2 cytokine synthesis in CD4 *
lymphocytes by inhibiting IL-12 production [ J]. J Immunol, 1998,
160(5) :2231 -2237.

Shadiack AM , Carlson CD, Ding M, et al. Lipopolysaccharide in-
duces substance P in sympathetic ganglia via ganglionic interleukin-1
production [ J].J Neuroimmunol ,1994,49(1 -2) .51 -58.
Marshall GD Jr, Agarwal SK. Stress, immune regulation, and immu-
nity : applications for asthma [ J]. Allergy Asthma Proc, 2000, 21
(4):241 -246.

W, B AR R E, SF. B ING LRI G LR R BT
FRIRIT TgA B YT BONEE—HF 25 Bl (1], BE,
2008,39(4) :227 -229.

iy 3, K BURAR 55 R ORRHAYT LU SR B0 o 12
AR TgA BT 0T HABIETE [ )] PR W ESR 4455, 2009,9.(7) -
307 —309.

FEAKPE WA TE , TR, 55, 540 1] TgA BF55 o5 100 & 2 5% e A
R[], e MR, 2000,39(6) :371 - 375.

Guo G,Morrisaery J, McCracken R, et al. Contributions of angioten-
sin [[ and tumor necrosis factor -alpha to the development of renal fi-
brosis[ J]. Am J Physiol, 2001,280(5) ;F777 —785.

Peng H, Carrentero OA, Rajj L, et al. Antifibrotic effects of N-ace-
tylseryl -aspartyl-lysyl-proline on the heart and kidney in aldoste-
rone-salt hyper -tensive rats[ J]. Hypertension,2001,37(2 Part 2) :
794 -800.

Lai KN, Tang SC, Guh JY, et al. Polymeric IgAl from patients with
IgA nephropathy upregulates transforming growth factor-beta synthe-
sis and signal transduction in human mesangial cells via the rennin-
angiotensin system[ J]. ] Am Soc Nephrel,2003,14 (12) ;3127 -
3137.

TR 2 W, . A8 SRR T X RS- M8 N B 20
B B W KB DT HRSE [T ], b ARG R A A,
2004,32(1) .64 - 65.

(A B 2010 -09 -26][ A3 ARk F 5]



