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Pharmacokinetics of ketorolac tromethamine in rat plasma
Ma Ming yan, Zhou Dan-dan, YU Zh+guo(School of Pharmacy, Shenyang Pharmaceutical University, Liaoning Sheny
ang 110016, China)

ABSTRACT:OBJECTIVE To study the pharmacokinetics of ketorolac tromethamine after i. v. and transdermal gel administra
tion in rat. METHODS An HPLC method was established using gliquidone as internal standard. Plasma sam ples were depre-
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teinized with acetonitrile, 1 BL of acetic acid (0. 1% ) was added to the supernanl . Kromasil Cis(200 mm X 4.6 mm, 5Hm)was

used at column tem perature 30 ‘C. T he mobile phase consisted of met hanokwatertriethylamine acetic acid (80: 19. 9. 0.02

0.08) at the flow rate of 1.0 mL* min~ '. The UV detection wavelength was set at 313 nm. RESULTS T he calibration curve

was shown to be linear over the range from 0.2 to 100.0 Hg* mL™'(r= 0. 999 0). The mean recovery was 86. 8% —96.2% , The

RSDs of within-day and betw eer day w ere all less than 5.1% and 12.2% . T he main pharmacokinetic parameters w ere estimated
as follows:injection:a (3.0%X1.3) h™',B(0.4%£0.2) h™ ', Tyx(0.4%0.3) h,Ty»(2.7%2.0) h, AU Co—,(50. 0£13. 8) Ug*he
mL ™', AUC, w(55.58%£13.67) Hg* h* mL™';transdermal gel:a (0. 9%0.8) h™',B (0.2FX0.1) h™', Typa (2.9%2.6) h, T8
(9.0%8.5) h, AUC,—, (50.00%12.66) Hg*h* mL™', AUCy «(51.02% 12.58) Hg* h mL™'. CONCLUSION T he validated

HPLC method is specific, simple, sensitive and suitable for the measurement of plasma ketorolac tromethamine concentration.

The pharmacokinetic characteristics are fitted with the two-compartment model.
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Percutaneous penetration of levofloxacin lactate liposome gel

XIAO Guizhen', LUO Shumrde’,ZHA NG Xianzhou’, FAN M ing—xia2 , LIU Gangz( 1. The People’ s Hospital of
Zhuhai Jinan University, Guangdong Zhuhai 519000, China; 2. Renmin H ospital of Wuhan University, Hubei Wuhan 430060,
China)

ABSTRACT: OBJECTIVE To study the percutaneous permeability of levofloxacin lactate liposome gel. METHODS T he prep-
arations were applied on the rat skin in vitro and vivo with common gel as control. T he permeation flux of the Levofloxacin lae-
tate was determined in vitro using Franz diffusion cell fitted with mouse skin. The drug concentrations in the receiver, skin,
blood, liver and other organs were determined by HPLC. RESULTS In vitro, the liposome gel showed a higher drug percutane-
ous permeation rate and higher retention in skin than that of normal gel, the permeation rate of levofloxacin lact ate was (13.5%
1.0)Hgecm 2 h™ '(n= 6). In vivo the concentration of Levofloxacin lact at e liposomal formulation w as low er than that of normal
gel formulation. CONCLUSION T he levofloxacin lactate liposome gel shows an evident targeting effect on skin. Liposome may
be able to enhance the permeation of levofloxacin into skin but does not increase blood drug concentration.
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