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The effect of pridoxamine on erectile function in diabetic rats
PU Xiao—feng,et al
(Departement of Urology,the First Affiliated Hospital,Chongqing Medical University)

[ Abstract ) Objective:To investigate the effect of pridoxamine on erectile function in diabetic rats. Methods:Male adult
Sprague-Dawley rats were induced for diabetes by an intraperitoneal injection of streptozotocin,then randomly divided into DM
group and DM+PM group.The rats in DM+PM group were treated with pridoxamine at a dosage of 200mg/kg through a gastric
perfusion every day.Twelve weeks later the erectile function of all these rats were evaluated,and their penises tissues were
harvested. The NO,NOS,and c¢GMP levels in corpus cavernosum were measured. Results:The diabetic rat model was
successfully established. The erectile function was much better in normal conirol group(group C,100%) and DM+PM group
(71.4% )than in DM group(46.2% )(P<0.05).The NO level in DM group was significantly decreased(3.23 +0.28) p mol/gprot,
compared with group C(7.82 £0.77) wmol/gprot and DM+PM group(6.47 +0.54) p mol/gprot(P<0.05).The NOS level in group C
(2.00 + 0.30)U/mgprot and DM+PM group (1.07 +0.15)U/mgprot was both much higher than in DM group (0.69 +0.11)
U/mgprot (P<0.05).The ¢GMP content in corpus cavemosum was markedly decreased in DM group(36.15 = 1.94 )pmol/ml,
compared with group C(54.19 +2.62)pmol/ml and DM+PM group(50.57 £ 1.20)pmol/ml, (P<0.05).Conclusion:The pridoxamine
has some effect of L~Arg~NO-cGMP pathway on diabetic rats’penis tissues,and may play some role in protecting the harm to
erectile function caused by diabeties.
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EIEERIE M o

1 HMREFE

1.1 SHhHrar B &

ARAE SD HEME KR 50 R A BRERK¥:LRIY P
), K EH 180 ~ 200g. FHA LRFHATRRIIELREAEEE
Ihek. REPLIREBIEF XA (C H)10 B, FA KRR 12h,
¥ 65mg/kg M AT WK — R IES 1% STZ(F T pH4.2,
0.1moV/LAT IR — FPImR L8 il ) B T M PR AR , TE B %o
MRZH T AR BRI ST S BT R - PR en s vhl, 82
BEETEERE, MR %K FE ki m¥, 72k 5, M
B >16.7Tmmol/L. K ¥E FRAFHIRIEE ST AT . B8 BRI K B B
BL43 4 R G 248 (DM) FlE BRAG — kRS A28 (DM+PM 41),,
DM+PM ZH 45T L e ( Fi A2 38R K B B 200mg/(kg-d)
FH;C 4. DM AL TFEHEEHEKEE .. BhKE, BHR
BiRgE WK BUAE TGS A TR i B A iRa% 12
1.2 &K
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BEAL (SR A ) SR (RS R A 1L ) ; FTANS E(Apo-
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B RERESELRE),
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WEBEER(P0.05), FHKXRAZXHEBRL
%2
23 MZEHAKNONOS L E

DM 15 C 441 DM+PM 40 K RUA EL 8, HFA
Z§ 44k NO F1 NOS B & & ¥ 2 R (P<0.05),
DM+PM 45 C 4H R H B ZX g 484K NO #1 NOS &
BB (P<0.05), L% 3,


http://www.cqvip.com

-— 978 —

P 000 http://www.cqvip.com]

ERERIKHS 2008 £ 33458 88 (Journal of Chongging Medical University 2008. Vol.33 No.8)

2 HAKXRESH APO FAESHEER(x +5)

A5 s PRRE PER
(o | 10 2.30+0.95 100%

DM 4 13 0.54 £ 0.66 46.2%
DM+PM 4 14 143+ 1.16 71.4%

C 4 .DM ZF1 DM+PM ALR]F R LL 87, P $ < 0.05

R3 BAXKBRAZEEHE NONOSKALR(x+5)

@ A FYE NO(p mol/gprot) NOS(U/mgprot)
c4 10 7.82+0.77 2.00 +0.30
DM 13 3.23+£0.28 0.69 £0.11"
DM+PM 4 14 647+054*  1.07x0.15*

C 421 DM 4 H 3 ,'P<0.05;C 24HF DM+PM 4 3, 'P<
0.05;DM 41 DM+PM 4 .88, 4P<0.05

24 cGMP4& ¥

DM A5 C HHEAZEEBHE CMP ST EDE
[ A% (P<0.05), 5 DM+PM 4H 38 H cGMP LB
FEAK(P<0.05),DM+PM 415 C 4t cGMP & &5
BT (P<0.05), 0% 4.

x4 BHEKXBIAZERBE cCMP RUER(x +5)

4 5l EIEZE ¢GMP(pmol/ml)
CH 10 54.19+2.62
DM 4 13 36.15+1.94
DM+PM #H 14 50.57 + 1.20%

C 4F DM 4 3 ,'P<0.05;C 44 F1 DM+PM4 V3% ,"P <
0.05; DM £B:1 DM+PM £ .35, 4P<0.05
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R E AR, B NS T IRE R,
-1 LR Bt , 3 K ol 08 A VRS AN, BT #R AR B R

SZRH, T4 B ZE#hite .

HATE SiFS0RE IR B AGEs KE A AL
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HAEYEEREH BB N FHEAEHE T E
FIFERS | % — RIIRE R NN RIS E 4
LUFIZH ML IE H ThEEY, Usta LB & BUBE PRI K
REAZEAHSP AGEs K FBE FF+, K& AGEs 4
T K iE NO W L-Arg-NO-cGMP 3@, Mifi
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