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BHT-HIV A B2 i CD4 ZAEAKCE  ARYE CD4 ZKF-4 80 {5 i 3% 43 Ry Wi : AIDS £H 50 f5i] \HIV gk
el 30 ], R R 30 (%) RRZH o IR 3% i I oL, ARG i 4 A SR A b Ik ( GSH) 5 4R
FEARIA e TR (GSSG) , ik J5t AL i g 1T (NADPH ) 5 5 Ak AL il 1T (NADP ™ ) , 1% GSH/GSSG #il
NADPH/NADP " (8 AL3E I HLAL , PP HIV/AIDS S PUA AL RS . 2R HIV/AIDS B3 3%
AACIE A A TT 1 A% . IR AR RIS A R Al IS ) AL 7 10 A 5 AIDS KA Uk
JEEVIAR
[KEEIR]  HIV YL RGP RSB ZE S ; ELIE 5
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[ Abstract] To investigate the redox status in HIV/AIDS patients. Methods The
levels of CD4 were detected by flow cytometry in 80 patients with HIV antibody-positive. The patients were

Obsjective

divided into two groups: AIDS group (n = 50) and HIV infection group (n = 30). Healthy people were
taken as control group (n = 30). Plasma glutathione (reduced form GSH and oxidized form GSSG) were
measured by fluorescence spectrophotometry, reduced form NADPH and oxidized form NADP® were
measured by UV spectrophotometry. Redox status was evaluated by GSH/GSSG and NADPH/NADP *. The
GSH/GSSG and NADPH/NADP* redox potential were calculated according to Nernst equation. Results

The GSH/GSSG and NADPH/NADP® redox status in plasma of patients with HIV/AIDS deviated to
pro-oxidative direction. Conclusions The imbanlance and deviation to pro-oxidative direction of redox

status closely related with the occurrence and development of AIDS.
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T2 2 g S i KU, (H HIV/AIDS #Lik
SE A S an ] ek A i /0 WARGE o AS B 5T 43 00l X6
30 5] HIV J8&Ze 3% |50 5] AIDS 8 WA E AR R 2
PEATREI, LA A HIV/AIDS By i S 4 8% .
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WFFEXT 42 2008 4F 7 H % 2010 4 9 H FRIX
e B Be sk i2 1Y /3, 36 80 i), Hovh B 4k 52
), 2P 28 il AR % 32 ~ 58 & P HAEHS 46.3 %
MR A A A B3R E K bR e HIV/AIDS 2 Wi bk
HE AL U ) (GB 16000-1995 ) | K- AiF 58 % 52 43 W5
2. (1) HIV 4. Hr-HIV fHYE, CD4 ik B 41 B AR
F 350/l AFE 2Pk HIV e % FTCREIR HIV &
YeF 430 i, (2)AIDS 41:CD4 kL 40 i s 550 T
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1. FEAUER A AR 7RO HL(20PR-52D,
HITACHI) , B IR 47746 ( MDF-382E , =¥ ) , B0
ML(TDL-5-A, [ g2 52) | 5l ¥ VR 25 0 HL (1-15K,
Sigma) .,

2. FFAF]: GSH 1 GSSG izt & h kil
ELE IR A= A BR 28 w7 i (80053 ) |, 2 i3 551 & 1
B AZER, BC A5 PP ig 45 W ( GSSG \DTNB 2 [ 2 BR
IR 7 M W NADPH fifi 85 W) B T AR (40 57 ¢
AW H K A TR AR B RO I TR SR ) .
NADP * FI NADPH 71 &5 A s U AE /R AE A BRA
AP . 4% R UG B S 2R E ) NADPH b £ .
NADP */NADPH J Jii & & %) K A [ ¢ & 1ty NADPH
FRUE D

= MR

L. MARACR AL WA W58 6 G2 359 1 R s T
FRBKHEIAL 3 ml, A T4 BF R YU i, TR & 0
Ja, B 2K - 70°C LR AF, A I iR R R R A I
(NADPH) F14 AL RS i T (NADP ™) (A J5 7Y 45 Jife
Ak (GSH) R AL T4 e H Bk (GSSG) ™o T A b
A 2 AT BT =R AR

2. IR JEAIA I H R S AL R A e H K e
(1) W FH Lo 3k 0 5 1 2% GSH Fil GSSG /K, i AT
B 2 7 % i BEGR F0) A  B EESR i AT b DY
(2) GSH/GSSG %8 1k if it L {3y #% Nernst J7 2 1T
@ Eh = E0 + RT/2F In[ (GSSG/GSH)? ], H:
R ONARE B, T MR F kRS W AL, EO
HGSH/GSSGARERL AV AE, LAIM K pH (= 7.4 i},
FrifE EO 7 - 264 mV, #5124 TTHE GSH/GSSG
AL R RLE

3. NADP " il NADPH (¥ & « Jo7 FH il 56 6 72 W
BRI 52 1L 3E NADP */NADPH 7K | 5256 44 7 4% 43¢
M S UL #RE. NADP* fil NADPH S fbif A

¥ Nernst F 23+ 2. Eh = EO + RT/2F In
[ (NADP*)/(NADPH) ], H 1 R MR 5, T
IR F R E A, FO iy NADP*/NADPH #5
WEHL 7 A, VLI W pH = 7. 4 B, kR ifE EO K
-342 mV, BRPE 21 H NADPH/NADP ™ 14 48
A3 S5 LAV AEL
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BT AR BE R SPSS 11. 5 it 40 o it
G R R A & =5 Fon, 1] Ho AR
T, UL P < 0.05 hESEHAL T H#E L,

# =X

— 3 A A B H IR AR RS

Bifi 5 5 ™ EE PR BE B3N, 1l 2% GSH 5 £ iy ik
/b, GSSG il £ , GSH/GSSG F#AIG, L2 H 45 B
HIRAR AL A T2 1) AR T ) B, A% A I K
GSH .GSSG .GSH/GSSG At 1 fix .,

I AT T AR RS

£ ¢0 1% 7 NADP* _NADPH ,NADPH/NADP*
FEfE R 2 Bros . Bl G 2 ™ 5 R B A 385 hm, i 2%
NADPH/NADP * 5438 JF 25 B 7R 5 45 e H BRAH LAY
A AN ANA B H KSR A IS AR AL e

=R R A R LA

440 B 3 1M 3% b NADPH/NADP* | GSH/GSSG
AR I A X [ S AR T T I A%, L O A% 75 i
PP T B R JEE () B T K

£33 BABFEVAALIHRAL (2 £5)

- /I\LADI\?H/NADLP* (;SH/(JSSG .
AR S5 L SIS LA
AIDS 4 50 —244.1 £ 2.7% —184.4 + 1.2%
HIV4 30 -284.8 + 2.9° -177.93 + 1.3°
TR 30 -329.0 + 2.7 -164.61 + 1.5

T AIDS 405 HIV 40 M1 H,"P < 0. 05; AIDS 41 55 % [ 2 4
PP < 0.01;HIV 41 53R, P < 0.05

®1 AU DA H AL (2 £5)

P! %k GSH ( wmol/L) GSSG (pmol/L) GSH/GSSG
AIDS 4 50 192.68 + 37.00% 63.64 + 1.80% 3.01 + 0.20"
HIV 2 30 233.28 + 45.00° 55.63 + 1.50° 4.19 £ 0.50°
pogiiE 30 297.35 + 56.00 31.14 + 1.50 9.55 £ 0.70

VE: AIDS 45 HIV 4HAHLE,*P < 0.05;AIDS 4H- 5% FRZHAH LG, P < 0.01; HIV 20 5% HR4HAHLL ,“P < 0.05
F2 KA hiE AR EE (x xs)

il 1%k NADPH ( pmol/L) NADP * (qpumol/L) NADPH/NADP *
AIDS 41 50 0.54 + 0.49% 2.49 + 0.28% 0.22 + 0.17%
HIV 4 30 0.96 + 0.45°¢ 2.53 + 0.32¢ 0.38 = 0.27¢
Xif A 21 30 2.23 + 0.56 2.59 + 0.27 0.86 + 0.31

TE:AIDS 415 HIV 4iAR L, “P < 0.05;AIDS 41 5% JREAMIHE,"P < 0.01;HIV 41 534 JRLA ML, P < 0.05
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et Bk AR S B IE AL > — T Ao i
i HIV-1 241 % 5 NF-«B 35 1k A1 40 it 08 7 25 4L
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YL AN N RN IS GSH KRR, H 5 e #47
HRER B ", 75 AIDS B L2 PR
Y HIV-H S 105 2 pih 48 28 e 0405 45 5 i & 1
o ERAE SEAL RIS S BRI T AR A L
A 2RI AL, P 0 V- B T ML P 3A
BEf)— A E A ASALH, B EIL A RS, E Ak H
BSIEAURL AL AR PR I 45 Fp AL FTit
ALY R OGRS 2 AR LR E fb-PL
AL B AR ] R — A AR S 1 AR RS . RS
38 , 38 A I S i P AR SR ER T DA e A A
HUAR A E AR IR T . AR I K 77 K R Ak
A JEXT,H GSH/GSSG A AL i I X 2 ML ) = 2L
Y5 A8 A3 T 2 R 4 IR, S (-SH) A B
(-S-S-) [B) (R 5 ¥ 45 5 07 2 HE W R4 T IR 1, B
A FIER” . BHETAH, 2K GSH/GSSG 1]
—ERR R b R WAL LI N AR A 1 7, GSHY/
GSSG w8 Ak 77 ) B 15 1 7= A Sl i SR AL R £
T 72 A g S AL B o

NADPH/NADP * %8 b i J5i % & 4 5 GSH/GSSG
S A R R, GSH Y #E250 th NADPH 8 &\ 28
GSH if 5t ( GSH reductase){%’ﬂﬁi%ﬁ@gﬁ[m . GSH
A ] & K M H. i GSH/GSSG i
NADPH/HADP * J& H LA TF M ML S8 Ak 38 i 285 A e A
Febr. A GSH/GSSG 1 NADPH/NADP * () i f5
RPAT AR 4 Nernst J5 B2 H AR () AR LA

AW 545 B o, HIV/AIDS 35 JC i8I
GSH/GSSG ¥ & i S 4 J& NADPH/NADP * ¥ Ji | fif
THE S B S A A8 R e 7 349 1) S04k 7 a1 fm %, L ATDS
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