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7| B F 4 (UUO+RSG 4 ,n=18), T Sham 44, A4 2 ARFEFE W EH E 400 % 3.7.14d T4 (n=06), 24 ME
KB AEGEERARFERTENDAFEN MDA M R H A S CAT.SOD 4 &, %4 K :5 Sham 44, UUO H A 4 & R AE
PR % A 3.7.14 d B MDA 4B 2575 7 8.9(P=0.000).3.5(P=0.000)% 0.7 £, CAT 2 &2 % FTH% 7 66.0%.
72.6%41 83. 8% (P=0.000),SOD 4 A T % T 42.0% .,50. 2% % 67. 7% (P<C0. 005), &§ UUO 4 & 4 4 ., UUO+RSG 4 &
FAE M KR MDA 4 B& 3.7d #2517 80.0% M 65.3% (P=0.000),14 dH £ % F 8 #F ;4 3.7.14 d Bf CAT 24l
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Antioxidative effects of rosiglitazone on rat kidney with unilateral ureteral obstruction

LIN Qin'" ,
Command, Fuzhou 350025, China; 2. Department of Nephrology, Huashan Hospital, Fudan University, Shanghai 200040)

GU Yong®, LIN Shan-yan® (1. Department of Nephrology, Fuzhou General Hospital, PLA Nanjing Military Area

[ABSTRACT] Objective: To investigate the antioxidative effect of rosiglitazone(RSG), a new insulin sensitizer, on kidney of
Methods::

rats with unilateral ureteral obstruction (UUO). Male adult Sprague-Dawley rats were randomly divided into 3
groups: Sham-operated group (n=6), UUO model group (UUO model was established by ligating the left ureter,n=18), and
UUO+RSG group (UUO model rats were treated with RSG,n=18). The latter 2 groups were divided into subgroups accord-
ing to the times (3 d, 7 d and 14 d) after intervention (n=6). Malondialdehyde (MDA), catalase (CAT) and superoxide dis-
mutase (SOD) contents in the homogenized lysate of obstructive renal cortex were determined. Results: Compared with those in
Sham-operated group, MDA contents in UUQO group increased by 8.9 (P=0.000), 3.5 (P=0.000) and 0. 7 times ond 3, d 7
and d 14, respectively, while the contents of CAT and SOD decreased dramatically, with CAT contents reduced by 66. 0%,
72.6% and 83.8%, respectively (P=10. 000) and SOD contents reduced by 42. 0%, 50. 2% and 67. 7%, respectively (P <C
0.005). Compared with those in UUO model group, MDA contents in UUO+RSG group decreased by 80.0% and 65. 3% on
d 3 and d 7(P=0.000), respectively; no significant difference was found between the 2 contents on d 14; CAT contents were
increased by 96.2%, 92.1% and 102. 9%, respectively (P<C0. 005) and SOD content were increased by 33. 3%, 35.1% and
55.4% (P<C0.005), respectively. Conclusion: Rosiglitazone can suppress oxidative stress in rats with UUO by reducing lipid
peroxidation production and improving antioxidative enzyme contents.
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M-FREER G B T HAE UUO H x4 1k i
sz B wnE N AN TC R GE A SCXF I O T AT
TSREG AL,

1 MBFTFHE

1.1 s A=A @M SD I i %Ok B 42
HL8 WS KB 180 ~200 g, i1 & H K 27 1 2 B
w4, WERARE N EE 4 HLRE
(2242)°C AHXF B (55 +2) %, N - (MDA)
A AE AL 7 AL (SOD) it &1k &0 (CAT) K3
R & R A AR & ORIk ) W E R o el i A
S NEIR

1.2 FEEAHME KR 10%KE % 0. 03
ml/kg) I I VE SRR B 5 . A BN B T FAR 6
FL B EE M OB W75 % S R X L AT
e RE 55 0E B0 L 3B 2 U0 IF B kL WL IR B i RE A%
J2 R IT o B e B PR AL 5-0 22 S S5 LA
bR T A KO SR fE I 45 4L
SR BT W R A L B R AL IE UUO BEAL,

1.3 s@Ak%Hix KRR = KA.
(D BFAR XL (Sham) 6 H, AT 17 5 3t 25 22 0 4
PRAE ABAS N 25 FL R8T KT, R J5 14 d &b 38 (2)
UUO fEAIZH 18 H; (3) UUO F 4% 41 il T i 41
(UUO+RSG)18 H, UUO FERIL Fil UUO+RSG
AR B A [) A UL ZE B ] 4 53R 3.7 .14 d W4 . A3 I
6 H, RSG VL0, 75% K H LA g = /il . T
UUO RAj 48 h FFER LLHE H F N4 25 (30 mg -
kg '+ d ) UUO BRI 45 T 5K F 0. 75 % 1 3
SARERES EHEAKT 2 ml, 7EA R B UL E]
] AL FE B, B AV E s R RS T —
70°C YRAT .

1.4 Bagm®E HHHNZ 42 R PREEE )
W E T AT R, B3 pm B) L #E4T PAS
I MASSON 35, 658 N WA PAS Bt 1) Jv iz
0 ] J5E 4 240 i VR 10 R R 2 Ak A5 2 ol AR
WES T PAS B8 F B [ B A2 1 40 hr R . 0
3 CIa] o A2 o [] ot A o <<5 %) 5 1 43 (IR T 9 42
) T A i 596 ~ 15%0) 5 2 43 CIR] 5T 95 28 o 1] ot & i
15%~30%) 33 43 (8] J5t 5 28 4 8] BT A & 3094 ~
60%6) ;4 43 (Ia] Joz 5 722 & [8] BT 5 2 =60 %6 5l A Jy 4t
PESRIE) . BESK VI A FE LK 200 545 5L F L 10 AN
& LT, 43 B0 B S AT AT 43, 40 i
PRAHY ] BT A2 343 . >R ] Moriyama 55 (1 75 i
X MASSON % 8 5 2 804 Jy k47 2F 5 & o . B
AL BRANTR R F AU AR B2 27 B4R 0 07 48 31 R 4 75 W)

— S AF T R ARAR R E 15 AR E R AL (40 X0,
W 2 By S 0 11 £ A DX 3 (2 B B /N RO Rl ) 4
YEBAE B A5 . DL A P T AR5 g8 it 3 B AR Y L (e AR
B IV LT AR A AR H . R AL R A R R
SN0 BT R S8 B X MASSON Y {6 ik 47+ 3 HL 4
B3 #r .

1.5 XRABERA % MDA,SOD,CAT @l &

I 25 T 3 5 i 0 I S A0 AR 1 SV L K R R
ot AR 2 R R A PR AR Y O T R AL D E KRR
7o R A1 i MDA .SOD.CAT &,

1.6 sirFEa® FAEEEH o +s £, MH
SPSS 10. 0 #AF AT GEIT 2450 Hr . R B R Oy 2
A3 M B SNK K 56 A 45 41 ) 25 5

2 # R

2.1 FHRAABBAFNE AR —BEHE
bf ARG W 2 ) A5 2 R R ZE M o B g R
BY k., NG R A IR, UUO #ER 4 5
UUO-+RSG 43R A PR 70 8 3 25 5%, & 4l sh ¥ 1 v
A ACFE AR IEH L 4LIE) TC 3 25 5,

2.2 RKRABHUEWRBEFEE

2.2.1 PAS % 5 Sham 41 KM L, UUO #
RIZH 14 d B 2H 2[R BT TR A R 2 00 R OE 40 iR
T BN B A UL B /N T A R PR R 2 i 2R
BT W NE B E gL IR RE . TR
UUO+RSGA R s A48 B B0 %, Sham , UUO #4
B UUO + RSG = 4 ¥ 8] 51 9 22 3 43 43 51 h 0,
2.245 00,540 7,1.491 9+0. 454 5, 40 ¥ 45 %
5(P<<0.05),

2.2.2 MASSON %€  Sham 41V 5 7] W5 /N Bk
PG TR A R AL K /NS BRI IR AT D B
AINERDLIEZ B, UUO BRI 14 d B 2120 18] i
Yo B A gk B TN A 5 AL R
I, UUO + RSG 41 £F 4k 1k #2 /& W %, Sham,
UUO.UUO+RSG =41 5 (1] it £F 4 1k 48 £ o3 0k
0.025240. 005,0. 09240, 217.,0. 04540, 152, £ ]
B 22 5% (P<<0.05),

2.3 AEMBEBEELZKAE MDA 4 FalE UUO MK
RIZH 3 d AR BRUARE B ' R BT MDA 75 i b 35 T i
e Sham 207+ 8. 9 f% (P =0.000), /7% UUO H
WA K R AR AR L, BEE UUO FrZ g
5] F4) ZE K, B BELN Bz i MDA & 843 BF R, UUO
BEAIZH 7 .14 d BF MDA #5358 Sham 205 T 3.
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LA B 4 B 2> T 80. 0% T 65. 3% (B #H P =
0.000), L% 1,
F 1 KREEMSHER RS K MDA CAT 1 SOD & £
Tab 1 MDA,CAT and SOD contents in renal
cortex homogenized lysate of rats

with unilateral ureteral obstruction

A

(n=6,x=%s)
Group MT)A v(;/\T S()D
(nmol/mg prot) (U/g Hb) (NU/mg prot)
Sham 0.27+0.19 233.20+37.89 104.06416. 64
UUO model
3d 2.66+1,14% 79.21+£17.20% * 60. 32414, 84* *
7d 1.2140.57* * 64.00+19.08* * 51.85+12.19* *
14 d 0.47+0.10% * 37.67+18.76* * 33.57+ 8.03* *
UUO+RSG
3d 0.53+0.15* *A  155,43430.93* *AA  80,38+13.10* *
7 d 0.42£0.15* ¥4 122,96453,08* *AA  70,03+E11,95* * 4
14 d 0.45+0.14 % * 76.44427,83* AL 52,16+ 3.63* %
* % P<C0.01 ws sham group; & P<C0.05, A4 P<C0. 01 vs UUO model group

2.4 EMBEEEKAHR CAT AFME 5 Sham
AR T, UUO BEAL2H 45 B K B bt S Ak il CAT &
HERE UUO $i 43 B 8] S8 4 7 2 & k2, UUO 3.7.14
d B B2 it CAT & & 0 5 B T R X B2 T [%
66.0%.72. 6% H1 83. 8% (P=0.000), 5 UUO £
BRI AH L, UUO+RSG 3.7.14 d BB B2 it CAT &
AN T 96, 2%, 92, 1% Al 102. 9% (P=
0.000,P=0.002, P=0.000), WF1,
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HARE, UUO 158 5 28 4% BH A Kz 5 1 48 1k i SOD 1Y
SR UUO 45805 B[R] 4 i G 252, 3.7.14 d
B Rz BT SOD 9 75 4t 43 51 4% Sham 241 N RE 42, 0% .
50. 2% Ml 67. 7% (P = 0. 001, P = 0. 000, P =
0.000), UUO+RSG 4 SOD 1 & & W 8, 3.7,
14 d B4 548 UUO BERI A 38 A0 33. 3% .35, 1% I
55.4%(P=0.001,P=0.001,P=0.000), W1,

R I
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7E A R ) R AR 7 W) (reactive oxygen spe-
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UUO B K o515 0 b AR 2 4 i i A2 B ply 245 43 7
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3 d B s, B UUO B[] ZE KA B A Ul B 78

UUO B KEM ROS 74, XAlfEs UUO H
S0 100378 B 7 2 O TSR B o A O T R LA
5 i 240 WL Ak 7 AR I IR R R BRI K & ROS A
S R, P A LA B B A L SOD Al
CAT By & |EAE UUO 3 d BIBEF sk2>, 3f-BE UUO A
[B) FE KM R L2 BRI RSG T WiZE UUO H I Ep
fig R UUO B 28 52 3109 40 A i 5E 20 ik
DL MDA & & JFRRE 22U [ UUO it
T 9 2 (40 AL BE SOD Fl CAT & & A7 e [l Ff

RSG AL AL B i S F 58 4/ 4 i)
A REALE Z — R HPT RIEAE R . 4 UUO #E
(] J5 8 P 240 L2 10 LA B 50 I Ak i ) [ Jo 4 4 Ak 2
AR IR S A O F R, AT WF 5 & B, RSG
WEMH T UUO KB R ET 5 B 4 M 45 5%
W > T &M T MCP-1, TNFo, M-CSF % (1) %
IR AR T JE N L SR RE i AR T LA R AR KR R A R
T ROS. T4 FE ML IE 5 1% 30 F FE 76 1 B 8 L9 .
M. 24 RSG $it UUO B /N 8] BT 48 4 [ g A ()
B, A SR> ROS 1477 A= F e UL 500 Bt A Ak il 1)
THAE U D458 405 0 38R0 ST 7 38, A BF 5% 45 SRAIE S T
XFEMIMER G, Sivarajah 25138 2 f TZDs K254
RSG FlERH 51 i (ciglitazone ) i 1<t 410 i B ifi P 98 142
I 2L 2 e v e 200 9 i 2D O 4 Ak R K
i,

T3 5h JRSG S 20 HL A% N 3k S A W i A 3 5 0 9
677 32 7 v (PPARy) 19 & ¥ 5 % B f& . vl 3@ o
PPARY &R0 — R I FEH Rk, AL R
R PPAR 5 DNA 1 PPAR & I Jt #f PPRE
(PPAR response element) 4552 57T SOD 4 [H
A3 FRIJEEE . PPARs 5 DNA L) PPRE 454 fiE
SRR SOD HE B ) #3510, TZDs fe g s
FE B9 # K P B2 40 D Cus Zn-SOD B9 #3500 1
Ab PPARy I 1k 7T 8817 K K B ik S 1k O i A 3 4
FORE S PERR A WG D Ry i S Ak A, Bagi %1V RIE,
RSG 3 mg « kg '« d 'AEME i PPARY & 4% 8 /> b
J i R Bl ok 4R Ak 2 98 el 2D 1 pl R A K ) B 3
CAT G PEF NO 0y A=) R BE L {H %] SOD e,
(Lt A 3 40 i BIF 5% 45 SR 02 I E S, TZDs 2K 25 W) 1Y)
P AL/ A 8 i PPARy A8 VE M 4R R 1% 2524
Wi A E AL A 2R,

AHESEJE E N EIRIRE TZDs 2259 % S Ak R
BOVER B R T RSG a8/ g 5 it S Ak 9 1 7
AR b AL S LR B E UUORET A
F 3 19 7 A T 8 A ) 6 =2 B 1 SF-A L 0s/> UUO
RS GUER (AR 88
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Response of memory CD8" T cells to severe acute respiratory syndrome (SARS) coronavirus in recovered SARS

patients and healthy individuals

Chen H, Hou J, Jiang X, Ma S, Meng M, Wang B, Zhang M, Zhang M, Tang X, Zhang F, Wan T, Li N, Yu Y, Hu H,
Yang R, He W, Wang X, Cao X(Institute of Immunology, Second Military Medical University, Shanghai 200433, China)
[ABSTRACT] To date, the pathogenesis of severe acute respiratory syndrome (SARS) in humans is still not well understood.
SARS coronavirus (SARS-CoV)-specific CTL responses. in particular their magnitude and duration of postinfection immunity,
have not been extensively studied. In this study. we found that heat-inactivated SARS-CoV elicited recall CTL responses to
newly identified spike protein-derived epitopes (SSp-1, S978, and S1202) in peripheral blood of all HLA-A % 02017 recovered
SARS patients over 1 year postinfection. Intriguingly, heat-inactivated SARS-CoV elicited recall-like CTL responses to SSp-1
but not to S978, S1202, or dominant epitopes from several other human viruses in 5 of 36 (13.8%) HLA-A % 0201 healthy
donors without any contact history with SARS-CoV. SSp-1-specific CTLs expanded from memory T cells of both recovered
SARS patients, and the five exceptional healthy donors shared a differentiated effector CTL phenotype, CD45RA™ CCR7~
CD62L " , and expressed CCR5 and CD44. However, compared with the high avidity of SSp-1-specific CTLs derived from mem-
ory T cells of recovered SARS patients, SSp-1-specific CTLs from the five exceptional healthy donors were of low avidity, as
determined by their rapid tetramer dissociation kinetics and reduced cytotoxic reactivity, IFN-gamma secretion, and intracellular
production of IFN-gamma, TNF-alpha, perforin, and granzyme A. These results indicate that SARS-CoV infection induces
strong and long-lasting CTL-mediated immunity in surviving SARS patients, and that cross-reactive memory T cells to SARS-
CoV may exist in the T cell repertoire of a small subset of healthy individuals and can be reactivated by SARS-CoV infection.
[J Immunol, 2005,175: 591-598]



