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Abstract Triamcinolone acetonide (TA) is effective for the management of macular edema by intravitreous

injection, but the injection procedure increases the risk of intraccular infection. The aim of this study was to establish the injection

Objective

approach of TA via posterior sub-Tenon’ s sac and investigate the drug concentration in vitreous afier a posterior sub-Tenon’ s TA
Methods

as the experimental eyes,and the fellow eyes received 0. 1 mL normal saline solution as the control eyes. The rabbits were divided

injection. The right eyes of 32 rabbits received a posterior sub-Tenon’ s injection of 20 mg TA (0. 1 mL) suspension
into eight subgroups according to the time after drug injection. The intraocular pressure (IOP) and slit-lamp examination were
recorded before and after drug injection to evaluate the safety of posterior sub-Tenon’s TA injection. The rabbits were killed at 1
day,3,7 days,2,3,4,6,8 weeks following injection of TA respectively and the vitreous specimens were collected immediately. TA
concentration in vitreous were detected by high performance liquid chromatography (HPLC) and the pharmacokinetics analysis of
drug was performed. 1 pg/mL prednisolone-methanol solution was as reference solution.  Results The regression equation of
TA /prednisolone peak area( Y) and TA/prednisolone concentration(X) was Y = 0.4329X +0.539 7, presenting a good linear
correlation between them (R =0.995 1,P <0.05). A higher TA level was seen from 7 through 14 days following the TA
injection with the maximal concentration 1. 91 +0. 13 pg/mL at 14 days and after that showed a declining trend till 56 days. The
half life period of TA in vitreous was calculated 1o be 8.5 days. No any ocular complication was found throughout the studing
duration. No significant alteration was found in I0OP between before and after injection of TA or TA group and normal saline
solution group(P >0.05). Conclusion The injection of TA via posterior sub-Tenon’ s capsule is a safe procedure. The best
therapy period to fundus disease is 1 to 2 week after posterior sub-Tenon’ s sac injection of TA.
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1.1.1 9k HEENFAOXROUEER X
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iR mA 0.1 mL NARE (1 pg/mL ik B T
— BB AP EESTE 2.0 mL, %R 52 nin,
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B} 0.5.1.0.2.0.5.0,10. 0 ng/mL FI B TA
PRUETS TR . ¥ AU IR B & ok 2R 5 TR b 38 5 47 HPLC 43
Br, LA TA WeTE RS A 0 TR LU (Y ) X R Wk LR
(X)) #HATEMERNT 4, 5 BRI AFR Y =0.4329X +
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2.2.1 %%quﬁ Table 1 TA concentration in vitreous
RIEH 1R, WAR AT after injection(x +s,ng/mL)
ﬂ%f}?fz}%%ﬂ%?tﬂﬂﬂ » Time(d) TA concentration
KE,3 ~5d FIHL, 0.35%0.07
AL SR L
WBLER YR LR 14 1.91 2013
o R o fhe 21 0.99 +0.17°"
HREEZE IR RIE. 0.24 £0.07
222 WUEW#E & Y 1o
25,2 AN E AR p <0.01
}Ettﬁ%ﬁﬂj%zjﬁi+ “P <0.01 vs respective 1 day group,
%%ﬁ}‘( ( P>0.05), ’;Q P <0.01 ws respective 3 day group,
Eﬁgﬂﬁ‘g’ﬁﬁﬁ}é ttﬁ% 'P <0.01 ws respective 28 day group,

'P <0.01 ws respective 42 day group
( One-way ANOVA ,SNK-¢ test)

FH XL EE X
(P>0.05)(%2).
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254 nm>y TA FHE B MRS . RABF R - K
YERFR A, 20 AR L H B R B AT L ARk 3%
Viem Vg =70:30, & F TA B €35 05 1% 55
G, ot R, BAER TP AR S TA BB HLTE,
3.2 TA Mgl

TA BB B AL YRS fE D 3 ik
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Table 2 IOP in rabbits before and after injection(x +s,mmHg) By — i jé FE
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1d 3d 74 14d 284 424 56 d GO ERNGY
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b 18.28 £1.45 17.75+£1.65 1553 £2.68 14.15£1.20 19.72£0.89 20.32£0.43 19.25+£1.05 17.34+2.33 18.230.39

WA D E R

Fime =0.693,P >0.05 3 F oy =1.037 P >0. 05 ( Two-way ANOVA) NS:normal saline solution
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