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% B BULr 2 J5 X HK-2 4i i 5% 7 Al 1ot 2
P T Y 3 DR A 22t 5

A I A ATH s £ O & R vEE ST

WE HK BZARGCHHARPHABTRG L5 5 RNREH S0 0 F st AL F LR 250
(HK-2 @m L) v 18] Jir ax WU 4F 4t 4w A 3 5 1¢ (renal tubular epithelial cells to mesenchymal myofibro-
blasts transdifferentiation, TEMT) i 2 ¥ 69 %0, ik #14& SD XK R4 2 i, WL 4 25 e 7 AF HK-2
e 5 ng/mL #4184 K FF B, (transforming growth factor-betal, TGF-B, ) # 5 T TEMT i 249 fadp
YR, HK-2 tafafibuy A2 G af Bl AW RARFH a4 F 25, KA lluminaBeadChip # A4k
WA B ARG A (HumanHT-12 v4) 32 50% RNA 4 B 4l )e , it i 4 S 2 5k K e da b 347
ERAEAZER GFHAFTEFAAMXIOMN, R BIARITABERRS HLZF LA ER, XAREH 05
A LA £ F RGA AR 227 AN, b BIRERK A E 118 AN, THRAK AR 109 A, Pha 5 EA MR £
FARIAARIT A, P LIAAA KRR 69 A, THAZA AR 28 A, @i KB ARKESHT, ﬁ"ﬁ‘#mﬁ"&ﬁi"z&
AREH e AT A K NF-kB &G W2 LA hEAERFADIR T AL S REER, Y
BRI A 5 RARLA HK-2 fm e TEMT TA239 A rap4F A, 42 5 B 4u 40 20 xF TEMT S22 -7 4149 ém
MR ARG AT AERFRE S ka0 S S,

KEBIE BB A RAREA AR R B R a e BN R dm R 1) JR AR VUAT Y dm L dE AL

Genomics Research on Roles of Yishen Kangxian Compound in the TEMT Process of HK-2 Cells
SUN Shi-zhu', SUN Wei?*, QIN Xue-mei', BAO Jun', CHEN Yan', JIANG Juan-juan', SHEN Zhi-
Xiang1 , and GAO Xue-yan1 1 Department of Traditional Chinese Medicine, Jiangsu Province Geriatric
Hospital, Nanjing (210024 ), China; 2 Department of Nephrology, Jiangsu Provincial Hospital of TradF
tional Chinese Medicine, Nanjing (210029), China

ABSTRACT Objective To study effects of Yishen Kangxian Compound (YKC) and benazepril
containing serums on HK-2 cells (human renal proximal tubule epithelial cells) in the process of renal tu-
bular epithelial cells to mesenchymal myofibroblasts transdifferentiation ( TEMT) by gene chip. Methods
YKC and benazepril containing serums were prepared. Their inhibitory effects on HK-2 cells in the trans-
forming growth factor-beta, (TGF-B, ) -induced TEMT process were observed. HK-2 cells were randomly di-
vided into four groups, i.e.,the blank control group, the model group, the benazepril group, and the YKC
group. The gross RNAs were extracted and purified by taking advantage of the HumanHT-12 v4 of lllumin-
aBeadChip. Differentially expressed genes were obtained after they were reversely transcribed to cDNA,
incorporating biotin labeling probe, hybridized with GeneChip, picture signals of fluorescence in gene ar-
ray scanned and compared with differential genes by computer analysis. Results Differentially ex-
pressed genes were successfully identified by gene chip. Compared with the model group, there were 227
differentially expressed genes in the benazepril group, including 118 up-regulated genes and 109 down-
regulated genes. Compared with the model group, there were 97 differentially expressed genes in the
YKC group, including 69 up-regulated genes and 28 down-regulated genes. The Gene Ontology (GO) a-
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nalysis indicated that YKC was more actively involved in the regulatory process than benazepril in terms

of cell damage, apoptosis, growth, NF-KB, protein kinase, neuron, and blood vessel growth. Conclu-

sions

YKC and benazepril could inhibit the TEMT process of HK-2 cells. But YKC also had taken part in

cell damage, apoptosis, growth,and more pathways of early stage TEMT.
KEYWORDS Yishen Kangxian Compound; benazepril; human renal proximal tubular epithelial cell;
renal tubular epithelial cells to mesenchymal myofibroblasts transdifferentiation

TE BTG B ) B % 5 14 16 R LR ik B 52 v, 590
) BT e AT IE 22 B i e R A 2 L. B/MVE
Bz 4 Ma—Ta] 55 it 40 i 5% 7> 1k (epithelial cells-to-
mesenchymal transdifferentiation, EMT) 7£ 5 [a] it
AL R TR ZIEs . EHE R KR
e AR S e B 235 18 P o 0 R ok AR, A 57 T LA 4 U O
TR ATy B 25 B DU AR 207 o RIS a6 W8 A Ak
* K K F B, (transforming growth factor-betat,
TGF-B ) 1 F B iz s /N8 B K 4L (HK -2 41 i)
48 h 5, £ B I LI RIS 07 5 2R3 R 7 4 e & A [m]
I¥] S5 8% JULET 4 410 i %% 43k (renal tubular epithelial
cells to mesenchymal myofibroblasts transdiffer-
entiation, TEMT) i e H HLAT BHAMAE A 2%, 4005 5o 3
PO e — 2o

MRS

1 A AIZhY  HK-2 400, W b gl Ry
IR RN i U B T A I N <l ks S U s SRTINS M
SEM. SPF %% SD KB (4 & 25 1M7E ) , bt (A
#(200 +£20) g, i st H s e S fit, AT
E5: SCXK-2001-0018 , 7E VL1458 H S 2 2 PRS2 3 28
(GBI

2 W SARH g B PUAE T A AR PR AR
FRERE INZRE | R 5 &) S0 )1 E5 45 10 iR
I, IR NG F LR A &4 BE Be v 24 B, K R
Wean 252 2 g/imL, ERFRAINEF (KT8, 5
20090158) , e sti el 25 A R > 7] . DMEM/F12 B
F:3:(HyClone, %H) .

3 R AR EERE Rt sRe A (i) B
ARAPRFAT 2 6 #2454 llumina BeadChip; ith 2%
B N AR A JE R GE 8 B (HumanHT-12 v4 ) .
F BN HE : 4238 5 Hybridization Oven . 4:J& 74 hybex
microsample incubator,iSCAN it i 1§ & 4t )
GenomeStudio 4 Yt 2 L BEATE 3 E (Nu-
mina,£[#) , /K F#E K Orbital shaker ( Qilinberer,
EH,TS1), ¥ i {44 K Transference decolo-
ring shaker ( Qilinberer ,3&E ,TS-8)

4 FHMIERNH % SD KREEHL MIEH 4 .
HZh gl T R AR A2, R4l 6 H IER 4L A kK
10 mL/kgi#E H ;2 4VE S 25 W Hir 2 J7 20 g/kg (4
TR TS 6.5 i) 3 AR F 2 HE 15 40838 )
IR 8 mg/kg (Y TR AT 48 i) . ¥R
1. 857 RBUML, BUMET 1 4251 K, AN
KLHE 2 REZ)E 1 h BRIE 5 # kUM, 2 500 r/min
B0 JE WM Y ,56 °C,30 min K i K% , TG o g
BN EP 4, 20 CHATEEH .

5 IR AT HK-2 40 10% I8 2k i
i DMEM/F12 15 3R A6 A0 5 lUR 55 45 2.3
FRANMFENL ST A 4 4l (1) 725 X IR 4L HK -2 4l +
IEH KRB (10%); (2) SRR HK-2 41 )fd +
TGF-B, (5 ng/mL) + IE# KR (10%); (3) %
TR FIH . HK-2 4 fifl + TGF-B, (5 ng/mL) + #E ¥
FIK BRI (10%) 5 (4) 254 : HK-2 4 g + TGF-B,
(5 ng/mL) + z3 BHL4F 2 7 KERME (10% ) . &AL
Jin DMEM £53%# 900 wl, KEUME 100 wl, LE53:
48 h,> HK-2 401 % 4= TEMT B, 0% 2 41 i 1% 75
W, 3410 em? ZHA 2 mL Trizol 3300 b ilin A
Trizol X7, 7840 VA 5 ¥ % 5] RNase-free M4,
-80 CUkFh IRArA

6 Rk A

6.1 FitdfEMER | Trizol #2HUA9 mRNA
LKA HE (B 1) . 28S H118S MKk RNA 4
7,288 I BE R L2 188 7Y 2 15

M 1 2 3 4
¥ :M S marker ;1 7S FXTHRZL ;2 BRI ;3 R ARTR
Fld ;4 A 2idl
1 SR ERK K E A

6.2 i HRALAE F llumina $2£E) RNA
P18 & (TotalPrep ) BrEE AR T, B RNA 4ifb )5
i 7 cRNA 5 2238 i TR A 1 1 2o A REAS T 2%
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LA, 1658 ClHIRM A T =R T o, &2 st
WA IEIRPER . CREVE, 5B 2 IRE IR U
U Block JEHREAG 5,5 3 ISRV . & O
T4, @ of llumina BeadChip Reader #EHUEL s M
RIS, K2 J& 3 ARG 2= G E A, B R
A 3 T 2R AR RS G AN R R R B
KA RN T 45 AL R 3Rk 0 22 7, (46
BAPEXS BRAL A >700 4>

T ARRBIRA; BAK
TR CHHT 2L

B2 SR SHARIRRENFILE R

6.3 WA iSCAN BRI B A Y
P2 AZ JE W Fr AT A4 o e

6.3.1 FdEibE 1 GenomeStudio FEHE
#5518, A llumina BeadStudio Application %
B 5 AT S AEHEATFAE A HEAL RN 22 5 43 B (58
o Mumina SR MIHE IE 5 5% 2% 5000 5 F I A5
SEAEIRIELL) o

6.3.2 AR R FARHELL S A R
i DR KB ES 2 15U BRI A E 4
Fr.GenBank 5. Unigene "5 Fll 4 {4 5 £, 3 [H] (1)
WAL UIfe 43 25 L 92 30 04 S [ A 1418 ( Gene Ontolo-
gy,GO) 712K,

6.4 A ERBEUE Eit RT-PCR ks F
AN RRIR LA Rk B S 2, 2R T
Gt L,

6.5 AT A lllumina BeadStudio
Application #47.65 - BE /T , i br i 24 lumi-
na 4 2 i 14 GenomeStudio 4t 1Y) Average
H—AbJ7 4 o it i B RS #q GenomeStudio
Xt i R BE A T AT 0 A, AL AR B e b g Ak
AR S S8, B Avg_Signal ( filr 5 %0 52 i
AT SE 5 [ L =G S EFH1E51H) De-

tection P -val ({554l P {H , FRAE{5 558 B F1 7 55
22501 W E ) (Diffscore (25 5778, (A — MR E
TEPRNZH S (33K 22 e AR 45 ) iR X S8 2
HEAT G SE BB 53 M o 22 5 i DR (9 i S8 s Ry« 58
B gH AN BEZH ) A Aol — 2 P A R (P < 0..05)
HA 4 A Diffscore i < —13 5 >13 B N2 H
FER i g B AR ) o s B ID X
PLEC A P S R O 4R B 5 Z 0 B GO 5, i
GO “F Al X hi 2 Term (Bl ZhBEZE ) 2 2 40 i 2 L) o
Beikze s 2 LA ERYFEA, # F§ DAVID Bioinfor-
matics Resources ( http://david.Abcc.Ncifcrf.gov/
home.jsp) 1T GO 4341

& R

1 SHERFIGRIEE  SEAL L, R F
HH2E SRR 227 A, Hop B ERIAIER 118 4>,
T URRIRFE 109 A th 24 22 Rk HE ] 97 >, H
o iR IAFE N 69 N, TAFRIAEER 28 1,

2 ERFIRIEN GO miras R K4k r GO
I3 M 25 IR L K 43S AR ik R 4 T RE R 4
Hor 3 K%k,

2.1 IR SR A 25 5 Kk N GO 4
Fr(#1.2) @0 RTEEFI 2 5802 2 R 3Rk
FEPHEAT GO 4, Bt A 130 4 GO K H A4 T
AN Ak Ho 0838 1) 20 5 28 A R A O Y
GO 4 HH 59 %, 5 45% (59/130) ;4> F L AE J7 Ifil
KEZERFRIEM GO K HA 32 %, i 25% (32/
130) ; 4H AL 53 U7 1 25 5 2R i6 1 GO X H A 39 &,
11 30% (39M130) . M2 F3RiEM GO % H 4
5 TEMT 2o 72 & B AHOC i A8, R85 I A 2 4%
W AT (IR AR, 2 2508 S A G 3 AL i 42, 2
SV B R VA B A A s AR 1 A5V5 T A B Y
FEIRIEAE 2 500 AR s M 1%, 4 20 T
RIS L& AE

2.2 Yl SRR 2= R KL GO 4 Hr
(F£3) dEX 2y SRR 22 5 3RIKFE H AT
GO 437, &5 /R A 100 48 GO A H A ET 225935
ik Hd il 54 i A5 GO 4k B A 87 4%,
17 87% (87100); 54+ FHIREM X GO 5 H A
9 4,15 9% (9100); 54HffI2H 53 ML) GO % H A
4% ,154% (4100), M2ESFEIEN GO & HH o
HZ 2 5 TEMT RL 2w BEAR G #2 , o 8 280
T L XA A8 R 0 B 3R AR, 6 SRas AR K E B
FEANMITS,9 4508 AR AR PET- AL SO tR,
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R AR SR 92 S Rk R ) GO I3 i) > 1 DI RE BT —1 TEMT S i s BEAT SC 9 25 21

#H GO 5 GO &t A& TS AHSEHEEH

GO: 0003743 AL UG H T 7 EIFAB, EIFAG2, EIF2C2, EIF3H, etc
GO: 0003735 RNt AR 9 MRPL23,RPS18,MRPL12,RPL23 ,etc
G0: 0008135 AL H PG, RS 7 EIF4B, EIF4G2, EIF2C2,etc

GO0: 0016875 RS AT Btk — 45 4 LARS, GARS, EPRS, IARS2

GO: 0004812 R HERRE AL 4 LARS,GARS,EPRS, IARS2

GO: 0005198 5 ATk 13 RPL29, CCDC6, MRPL23, etc

GO: 0016209 brefbisft 3 MGST3, PRDX4, PRDX3

F2 IR S BRI 2 AR IR GO o B A Wi e i — 15 TEMT b B g FE AR R A9 45

N GO 5 GO J&tk W SEHE AHICHEH

GO: 0006412 Ak 20 EIF2C2, GARS, EIF2S3, EPRS, etc
GO: 0006446 LRGNy 5 EIF4B, EIF4G2, EIF2C2, EIF3H, etc
GO: 0006417 AL IR 7 EIF4B, EIF4G2, EIF2C2, EIF3H, etc
GO: 0006414 TR 6 RPS18, RPL23, UBC, RPS4Y1,etc
GO: 0010608 KR 55 5 Fe k8 7 EIF4B, EIF4G2, EIF2C2, EIF3H,etc
GO:0010743 IR 3 AL V8 75 3 CSF2, ITGAV, ABCA1

GO: 0051443 12 F AR B AL E ) )R 4 PSMB10, UBC, PSMDS8, PIN1

GO: 0051351 TR RS AL IE 1R Y 4 PSMB10, UBC, PSMD8, PIN1

GO: 0042268 0 5 A Ry 2 CSF2, RRAGA

GO: 0051438 2 F TS R 4 PSMB10, UBC, PSMD8, PIN1

GO: 0051340 RS AL R Y 4 PSMB10, UBC, PSMDS8, PIN1

GO: 0070647 WA/ NE AW E B IE 5 NOSIP,RING1,UBC,RNF167 ,TRRAP
GO: 0008219 HEIET 12 EIF4G2, SGK1, TSPO, CSE1L, etc
GO: 0016265 bl 12 EIF4G2, SGK1, TSPO, CSE1L, etc
GO: 0051726 24t i JR SR 9 5 7 AURKAIP1, CDK6, RNF167, etc
GO0: 0008284 0L 5 1 R Y 8 CSF2, IRS2, HIPK2, CDK®6, etc

11 2688 AN R S AR TR IR AR, 4 400 I
NF-kB K FM B A R R1E 6 2580 AL 50 01k
S WUEhEE B R AR B IR AR, 3 A58 K A I T RS 1 9
PEIRAR 2 2500 B A ou iy A KRR 12,6 28390 I
I A

Wit

lwano M 25" S 3L, B /N8 T8 IX 1 2T 24 240
Z)42% KR T B /NS LR A . WA — e B0 A
FEVERTR B/ INE b Rz 4t M n] 32 78 5 A oy ] 5T ki 41
A0 /UL 4E 40 it ( myofibroblast, MyoFb ) |, 1fij &
TVERARF QAR NI, EHES 5 T 44

B /NE R AR IS 55 R ORI T
VI O IR = R A A @< I ] S e TSR I PR
DL AMA ) I 85 ¥ 2 5 EMT kA, B/ NE
R AT B T R A A A M T K, ek AT 4
20 i ¥ 5% [ 1 (fibroblast-specific protein 1,
FSP1) JIEHEE I o - 5 ILIL 3N 2 1 (a-smooth
muscle actin,a-SMA ) , Bi#5434k 5 MyoFb™®’,

FEZFRIBRN ZAERT, B /NVE b Bz 40 i o] 9
ST EIE b, FSE R, 78 5 18] BT 2R 2 AL i e B
A R B A0 B R T, N R A ek B A
ToATRE R /NEEH AR, IS5 T B R R 4
092 201 i1 IR X AN AN = o B R s A R A oS
TFULB SR A M, 515 0 0 S8 it AR S 5 38 7T 43 I
20 L DR 4 il /N B T AR A2 4 R (platelet derived
growth factor, PDGF) . TGF-B, . A £ 4k 41 ffl 4=
K 2 (fibroblast growth factor2,FGF,) %" %) ix
S 241 L R DU — 25 80 /NS b B A R T Ak
GINCIRTE Sl s i WG e S B WS e 1o B i |
FEANSNIE TR, U B /N L R AN TG fb 2
6] 2T A0S T 0 B b oy B A AR e R
—10 . Yang JW U S B N I Rz 40 i g R A
e B, 46 b R B 5 %5 8 11 ( Epithelium-cadher-
in,E-Cadherin) 7§ 2 K I B2 40 i [8] 2 25 B AH 3% %
a-SMATFFIGR A B L B /NS R B 3K 7% Ak )5 1 200 Jif
HE B[] X4

B ZE LR A AL, FE ] — B A St B4 er 2
J7 sl B3 T 22 AR X A A ) e S ARG R T BT
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R3PS R RIKIE GO S A AW BT — 15 TEMT s Bt BEAHSC OS5 R

KM GO 5 GO Ja Mt W R SR FHFHER

GO: 0006916 E7 7 SQSTM1, HMOX1, TGM2, BNIP3, etc
GO: 0043066 Bl IR T 8 SQSTM1, HMOX1, TGM2, BNIP3, etc
GO: 0043069 1] P T 4R P A T 8 SQSTM1, HMOX1, TGM2, BNIP3, etc
GO: 0060548 PR RE R - 8 SQSTM1, HMOX1, TGM2, BNIP3, etc
GO: 0009611 0 g 2 9 ADM, CCL20, HMOX1, VCAN, etc

GO: 0042127 2 3 A T 11 OoDC1, ADM, BTG1, HMOX1, etc

GO: 0001666 o WHAIG A 5 ADM, HMOX1, BNIP3, DDIT4, ANGPTL4
GO: 0042981 TRy 11 DUSP1, QSTM1,BTG1, HMOX1, etc
GO: 0070482 KSR X 5 ADM, HMOX1, BNIP3, DDIT4, ANGPTL4
GO: 0043067 VAT AR R ST 11 DUSP1, SQSTM1, BTG1, HMOX1, etc
GO: 0010941 YRR AL TRy 11 DUSP1, SQSTM1, BTG1, HMOX1, etc
GO: 0001944 MK 6 ARHGAP22, HMOX1, TGM2, JAG1, etc
GO: 0031960 R T 2 [ B e g 2 4 DUSP1, ADM, RPS6KB1, NGF

GO: 0031344 20 U 2H R S A P 4 RALA, CDH2, SPP1, NGF

GO: 0045768 NAEREESEHN 3 DUSP1, ADM, HMOX1

GO: 0045767 YT 3 DUSP1, ADM, HMOX1

GO: 0043122 I-kB/NF-xB &2 4 SQSTM1, HMOX1, TGM2, FLNA

G0: 0010627 B Bl R S5 g R A 5 SQSTM1, HMOX1, TGM2, FLNA, IL11
GO: 0045765 Y 1 AR 3 BTG1, HMOX1, ANGPTL4

GO: 0016477 il b 5 BTG1, VCAN, RPS6KB1, CDH2, MYH10
GO: 0010740 AL S et g = b 5228 A 4 HMOX1, TGM2, FLNA, IL11

GO: 0008284 TR R 2 e 5 6 ODC1, ADM, TGM2, RPS6KB1, IL11, etc
GO: 0010769 YOI 2 AR Y 3 CDH2, SPP1, NGF

GO: 0043065 poAL & i 6 DUSP1, SQSTM1, HMOX1, TGM2, etc
GO: 0008219 HEPETS 8 SQSTM1, HMOX1, TGM2, BNIP3, etc
GO: 0043068 RO R 2 M Ay e B T 6 DUSP1, SQSTM1, HMOX1, TGM2, etc
GO: 0010942 AT s T 6 DUSP1, SQSTM1, HMOX1, TGM2, etc
G0: 0031102 [ SRR 2 ADM, VCAN

GO: 0043500 WLZH 2338 7 2 HMOX1, RPS6KB1

GO: 0051674 AL E 5 BTG1,VCAN, S6KB1, CDH2, MYH10
GO: 0048870 Y i35 B g 5 BTG1,VCAN, S6KB1, CDH2, MYH10
GO: 0006917 HSFET 5 SQSTM1, HMOX1, TGM2, BNIP3, NGF
G0: 0012502 7 AR P RS T 5 SQSTM1, HMOX1, TGM2, BNIP3, NGF
GO: 0012501 YRR P PEET 7 SQSTM1, TGM2, BNIP3, PPP1R13L, etc
GO: 0010647 AR R 7 200 e 1] 3 5 HMOX1,TGM2, JAG1, FLNA, IL11

GO: 0060284 YA R 4 BTG1, CDH2, SPP1, NGF

GO: 0031532 WshE 22 =4 2 RALA, FLNA

GO: 0048639 BRI ERER 2 RPS6KB1, NGF

GO: 0043123 TR 1-«B BEF/NF-xB % 3 HMOX1, TGM2, FLNA

GO: 0040008 AR 5 BTG1, RPS6KB1, KCTD11, SPP1, NGF

)5 B4 1 B B (3% 3) , 4n GO: 0001666 ,0009611 .
0006916 , 0043066 . 0043069 . 0060548 %5 % 12 Iy
SQSTM1, HMOX1, TGM2, BNIP3 % 3t [H; GO:
0040008 0060284 .0031532 0048639 %5:i& 142 5 41
MR AR , 25 5 TR 24 52 5 v g B 2 B B ATURE G,
WS UESE i B H 25 XL 20 e i 48 B 08 T 48 3540 1 AR
1'% GO:0010740.0043123 & 442 5NF-xB & %
PR 45 1 7% ; GO : 0008284 0048870 0016477 45
WS 5 TE LTS, RS 5 HK-2 4
KA TEMT R &SR . MO o, i R i
I A2 224 A SR M AE DG R - 2Rk VR L 146 i v 24
A AR AEfL i R AR S A ATy e (R se
TN 13 1) B R G OR A 20 i, PR Ok 4 O A T

TGF-B, i 4 Ak ny B B, GO:0010740 &4
SQSTM1 \HMOX1 ,TGM2 .FLNA %53 [ 2 5 PKC 5
ST . MR (PKC) [A) TR AL T ) R AT
AT 55 T s ) i, AR5 5 S 007 ) e VB () o
YL R RS R R SRR A
W R , PKCRIERIA T 1 B2 4t , AT 95 NF-«B 7%
PE, NS5 RAELF il B2 PKC ek Ko
AN G B RN A3 Ak, YT 2 Bl R R 5K, a0 TGF-B.
NF-kB &5, fEdF B ] 4R 4L . GO:0043123 4%
7 HMOX1 . TGM2 .FLNA %532 5 1 NIK/NF-«B 15
S NF-kB & 2 10 42 S IR 7, ZE R 1 LR
GRETIRE SN AN AR T 45 3 A P R AR ALAE
o NF-kB &2 50E Al /- S 2 RS B 0 I8 sk 4k
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PR F A2 A 1 S 3R a8 B /N A8 5 B
T B, NIK/NF-«B {5 518 % NF-«B A9

ARSIV R R AL B L 3R T 2 — 10720 il
5275 ¥% PKC NF-kB {5538 %, n] el TEMT &
AL SRR TT , BXON I AN BT R O I3 24 A R 4H
U5, I REIS BB BRI RCR . AR AR 2 2%
IWARYS SARMIAE T, A WX 4 45 S 08 T i A P i 72
Ui A 4 I A5 55 9K R B 4 il 410 1 57 (angiotensin
converting enzyme inhibitor , ACEIl) Hi#8 -4 FH i it
AW S 55 o AR &4, B R85 R %
oA i R WA A REA A T, (EDRT T 240 A0t 45 500
ARSI BN 8 BRI YER . AR LU, R0
WA AR IR T A Je IR R v, g5 et 2 7
BT AT AR NS B AL e kA
PIER . (EARSEIR AR B R A2 I A 9T . R T
fife TEMT (AR 7, J8 o FE R 40 27 IR A A7 rh 24
XU LT YA AL B A, %o T — DRI Y B
J7lnl .
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