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(# =86 HDERRQ R ER chymase mRNA FiEREHEHES G ERET (Angiotensin Il , Ang 1 ) /K EHUE BEIRE B
FF, Fik: 30 28 EABEEOREENS A IE % Xt B (n=10) FIRERFA (n=20) , B PITE SRR 6 2 H1 AW R O U HY
LG LER B I R T4 , I % — BB BBE L (RT-PCR )R chymase mRNA /K, BUST G ST 2200 52 B AE chymase | 114
Bk F £ W5 ( Angiotensin—convertion enzyme , ACE V& A Angll FE., 22 (1ERKFHE 4 BAEASES TX RS,
(2.32+£0.18) mg vs (0.11 £ 0.01) mg, P<0.01, 75 5¥ 45 A BLHE R 28 W /N Bk 8 40 ot 57 26 JP Mot IR 2 M8 440 [ 40 i 9 38 TR 0T
B (2) 53R M, BEPRILE B A chymase mRNA FiEK-F-B] R 55 (4.90 £ 0.79 vs 1.81 + 0.09, P<0.01 ), BGIFH PEHL B B,
(0.82£0.05) U vs (0.49 £ 0.03) U,P<0.01, Angl S EWIEIE S, (88.617.5) pg/mg vs (48.2 £ 15.3) pg/mg,P<0.01,ACE 7&HE
TER(P>005), 5 BRI FEIE chymase mRNA FIAACEHEHE YRR B & TEER Ang KPS EZEFRE, chymase
Al 87 3= FHE PR B 9 ( Diabetic nephropathy , DN ) & 4z,
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Relationship of gene expression and activity of chymase and Ang |l ,

nephropathy in streptozotocin-induced diabetic hamsters
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(Department of Geriatrics ,the First Affiliated Hospital , Chongging Medical University )
[ Abstract JObjective: To investigate the relationship of gene expression and activity of chymase and Ang Il with nephropathy in the
streptozotocin  (STZ )—induced diabetic hamsters. Methods : Thirty male hamsters were randomly divided into two groups: noermal controls
and diabetic rats. Diabetes mellitus was induced in rats by intraperitoneal streptozotocin injection. The nephritic ultrastructure was
observed with electron microscope. The levels of blood glucose,lipoprotein were measured by biochemical methods. The level of
angiotensin Il (A;lg 11 ) and the activity of chymase and angiotensin—convertion enzyme (ACE) were measured by radioimmuno assay.
Reverse transcription polymerase chain reaction (RT-PCR )was used to determine chymase gene expression (corrected by B -actin).
Results : Chymase activity in DN group was much higher than that in the control group (0.82 + 0.05) U vs(0.49 + 0.03) U, P<0.01.This
was accompanied by increased angiotensin I (88.6 + 17.5) pg/mg tissue vs (48.2 £ 15.3) pg/mg tissue, P<0.01 and chymase mRNA
(1.81 £0.09) vs (4.90 £0.79),P<0.01.But the activity of ACE was unchanged, indicating an alternative non—ACE dependent way of
angiotensin [l generating. Conclusion:In diabetic hamsters, the gene expression and activity of chymase are much higher than those in
the control group, accompanying higher level of angiotensin Il . This reflects another mechanism was involved except for the classic ACE
pathway to activate the intrarenal RAS in the progress of diabetic nephropathy(DN ).
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HIE 5 5, BEK M 9K K T (Angiotensin [ ,Ang [ )
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Brocifi s, ALK B 78 o X5 IR v I B R
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1 #RTTE

1.1 # #

111 ¥ RkaH EFES AEEEeR 301, hE
95~120 g, M A V01| 45 B R 2 B L S sh AR 53 i . REAL A
SIEH SRR (10 H)FABER PR (20 H),

112 RN EIREE A X E Alexis 2 A ;TaKaRa RNA
PCR Kit( AMV)Ver.3.0 i#F &M A AW TR(KE)FRA
a5 51t 5 A B s At at RAR A R AR 78,

12 F ik

1.2.1  BERA G RARRIB B AR B R TR S REE
& 12h, R SR E AW (10 mg/ml) , 40 mg/(kg-d),
XTHRA N ST | ml AEBEK, &S 3d. R4 ONE-
TOUCH #5 ISR 30 B8 2K afn I 6 , if 4 > 13.5 mmol/L, $2 58
3d BHIE AR AR RR AL 5 2 AN E MR E,
18 G HERIRH O RIET 10 R ASERTE T IE G R,
B RE, Bk,

122 WRABEHE TEBAE 4.8.12.16 JH RALFERT 1
FEBE RGO 24 h R, I1E 24 h JRE & 24
hUAIb(24 hours urinary acbumin, 24 hUAIb ),

123 MIVEZEAGT WE I35 Bl = B8 (Triglyceride, TG )
SAHEEE (Total cholesterol, TC) . (%55 & AR B BE(Low
density lipoprotein cholesterol, LDL-C ), /&% & 5 H HA [& B
(High density lipoprotein cholesterol, HDL-C ),

124 Y% 3% X _BEECERERAS, FAEEY
HEARS R A, f 55T 4N AR i ek Ay

1.2.5 Chymase mRNA 7K A Trizol {72 B RUS LS
RNA, [ - BEEHER N (RT-PCR)TE ThermoHybaid(P x
2)PCR {X (72 )3#4T ,PCR RNIA{4:94 CHIZEE 2 min, 94 C
30,55°CIB K 30s,72°CHE{# 305,30 {GFF; 72°CEFIEH 6 min;

4C{#77. PCR P 1.5%E7AsbisE sk, M Bio-RAD
Qulity—one BRI R R GER AT, 8 chymase/ B —actin It
{5, 3|#F%) :chymase 5~CCATCTAAGCACTGGGTCA-3'5’
~TCTCCACGTCCATAAGATACA-3,B —actin5—CCATCTAAG-
CACTGGGTCA-3,5-TCTCCACGTCCATAAGATACA-3,
1.2.6  Chymase &% ACE 15 R IR &I S5 & R 7
Brik, (A0 E KRS 1Y, AT R R & lE &
B Ang | B9 R, RIRVATE Ang | B EIHTER
TE o BEIFERR 1 ng Ang | FIRBERIE X 1 BBIE 45
(U)o
127 B AngT &8 A Ang T HGRMTRIE &I E B HE
Angll &8,
13 %itEF#k

A LI BEAE Y LIB + bR (x + o) FR , Sl IBIEHE
F A SR R ¢« KB, B SPSS10.0 ZR L4 4, 1B R BE KR 8K
(Kidney hypertrophy index ,KHI)= B HAKXE ,

21 ©ReiE 0 KEEESER KH

Y PR 20 I | AE [ B L H i = B8 \LDL-C S
EOSBEAE, UHM=EA &Y 2, HDL-C FF{X,
KHI FH&, & 1,
2.2 BHETEET AU B0E IR 4H 6 BB I D
BR T 2 I R G PR VB, R A 40 Y 1] 4 f A B BRI
MEREHE, WA 1-3,
2.3 & A BB chymase mRNA.chymase #= ACE &

M. Angll &E L4
WE IR B4 £ BB BE chymase mRNA /K K B 15
HHE R TXRA, Angl F280; M ACE &4

T ER, FK 2,
3 1t it

Chymase 2 —F 2 RMEOH, EEHPEE
A AR A | 0 -2 LA AR R T A I B U A
K, BER B HIR Ang I #4L R Angl .2 5/
HAT Angll AR, XFERRAM KRG EZE

F1 HRFEAMIIEACRME. MAE KHI(x +s)

HAl R ik 3 HIHERE ZBEHMW HDL-C LDL-C 24 hUAlb KHI
(R)  SBes ik (mmol/) (mmolL)  (mmol/L)  (mmol/L) (mg) (mg/g)
pog:itee 10  660x1.56 5.08+072 328+0.68 211+044 220+042 0.69:0.12 0.11:£0.01 226+0.12

BRR4 10 19742314 27.59+3.38 4.90+0.65°

6.24+0.18 1.13+0.11* 1.32+£0.22* 2.32:0.18* 4.23x0.14°

& 53 B L, P<0.01,"P<0.05
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[ E]865.MWETHEEEEDR CD4.CD8 FZIE v HIFE0H 6 R R ) B% (Pigmented purpuric dermatoses, PPD)
FIEIRE BIZF I (Mycosis  fungoides, MF)BYSE R , IR H RETE B — F B2 Rk 2 4 59% ( Cutaneous  lymphoid dyscrasia, CLD )
Fik: G BARN 23 HlHi2 PPD BE IR EME KL T EAHRE SR CD4.CD8 B RIAENM , PCR WIE T M3
& ~ (T cell receptor vy ,TCR vy ) TTRERF EHE, 17 20 4] MF Jz .20 FIIE ¥ A B ARAHZU A3 B8, 45 % . 23 41 PPD 149 15 Bl
AREEm RS TH, KAy s G 20 5 MF LR RKEAEEREL IS, IEFHAK LIS ;18 5 PPD.20 fF
MF F1 6 1 IE % B Bk e e 6, L CD4'T 29 3 ; PPD I MF B4 76 B & H A CD4*T 304371 8 38.2 + 30.6 FI 68.8 + 47.6(P<0.
017),CD4*/CD8* {H4} 517 1.7 £+ 1.1 F1 2.6 + 0.8 (P<0.05),PPD HFUE/NT MF 4, EREFLER; HAXFMEEPHARA
CD4°T.CD8*T H4(# CD4+/CD8* i ¥484%3F . TCRy ) PCR $" #4455 B 23 1 PPD w1 10 f5BH4E, 20 51 MF o 16 HIFEM:, IE
WK 1 GIBHM . b 7 BIFRTE PPD FR7x Ik B 400 ) 22 B2 09 B B 3 F 35 (845 3 B B B4 K PPD), 8 BiILA CD4'T 4l
HE,9 BRI BUNE SN T IRTER B . #+:PPD 78 T AR E PSR 15 -4 3540 2 B A B9 22
BOFRAE , T BE R — T B BRI BRI W T B2 50 A6 )32 IR BUR K AE , S REVFIA T2 E U B R U ZE R A Bl e 1897
LRI RER, AR BE

[ X8R )RRt K o ; R 2F 4 ; CD4; CD8; TCR- v
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