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Retinal Changes of Intravitreal Triamcinolone Acetonide: a
Pathohistological Study

WANG Peng"”, ZHANG Yong? , XU Xiang—ting"
(1) Yunnan Pharmacological Laboratories of Natural Products, Kunming Medical College, Kunming
650031; 2) Ophthalmology department, Taihe Hospital of Yunyang Medical college, Shiyan 442000,
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[Abstract] Objective To investigate the effect of triamcinolone acetonide (TA) with different dosage and place of production on
retina. Methods  Twenty—four rabbits were divided into 6 groups (A: untreated as a blank control; B: normal sodium; C:
10mg imported TA; D: 10 mg domestic-made TA; E: 25 mg imported TA; F: 25 mg domestic-made TA) . Excepting group A
every right eyeball underwent vitrectomy before intravitreal injection triamcinolone acetonide. All the eyeballs were extirpated on the
21st day after the intravitreal injection, and then pathological examinations were performed. Results Ganglion cell’ s light edemata
had been seen in group B, C, D, E, F. Cell hyperplasia and vacuolar degeneration had been seen in the internal granular layer or external
granular layer in some animals of group E, F. Two samples (1 in group E, 1 in group F) observed there were a great amount of fib—
rinoid materials in cavum vitreum and cavum between amphiblestroid membrane and choroid membrane. Pathological changes in group
E, F were severer than in group C, D. Conclusions Intravitreous injection TA at 25 mg can cause photoreceptor cells hyperplasia
in rabbits, while there are no toxic effects at 10 mg. No obvious difference is observed between the groups of imported TA and domes—
tic—made TA.
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FEE] B FEHE A d S S E 1S ECV304 MR R /ER. Jrik  WoNEIR AR # Ik
WA ERR (ECV304) , SEI850 K Ang TAFEZH . NAC FHIAMIER X B4. RAMWKE MTT . Fenton ¥ Ml
TS PR A J5 7 20 RS Ang [T ARPHZH . NAC T FHZH AN IE % 4 BAZH 9 EC V304 40 148 7 30 0 40 7= A 4 3 el ik
(-OH) Y&, 25 —FWER Angll (0.03125 ~ 1 pmol/L) YEFT 12 h B ECV304 4 ss 8 hn, Wl & T
IEFEXIRA (P<0.05); Angll J3ES ECV304 4l /=4 4H A A& (-OH), HBHHE (-OH) HW&EHS ECV304
AN FE AR BE A 10 mmol/L NAC A4 1 w mol/L Ang Il %} ECV304 AR A FEVEF, 5 1E 5% B ZHAH
I REEZES (P>0.05 . i Angll Al ECV304 4 E R A ((OH), AEAmMKE (OH) &8
5 Ang [T SE0F A FGR AR, NAC ATHIH Ang T X5 ECV304 20 Jitd B9 34 58 75 7, X Al B S0 48 B i
(-OH) MI&RAX; HHBE (OH) AEEE Ang TS ECV304 4HAIGHE 1) R85 B S0 T2 —.
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Role of Oxygen Free Racical in the Proliferation of
ECV304 Induced by Ang Il

LI Xiong" , ZHANG Xuan?, WANG Dian—hua?

(1) The Hospital of 77206 Army , Kunming 650202; 2) Yunnan Key Laboratory of
Pharmacology for Natural Products, Kunming Medical College, Kunming 650031, China)

[Abstract] Objective To explore the role of oxygen free radicals in the proliferation of ECV304 induced by Ang Il . Methods
The lines of human umbilical vein endothelial cell (ECV304) cultured in vivo were divided into three groups which were treated by
Ang II , Ang Il +N-acetyl-L-cysteine (NAC) , and normal culture medium. First we observed the proliferous effect of ECV304
induced by Ang II at different concentration with improved MTT and microscope. Then the contents of oxygen free radicals (+OH) in
three groups were detected by spectrophotometer. Results  ECV304 incubated with Ang I (0.03125 ~ 1wmol/L) for 12 hours
increased the proliferation rate (P < 0.05 vs. control group) ; It was significant that the negative correlation between proliferation rate
and the content of oxygen free radicals; NAC (10mmol/L) inhibited the proliferation of ECV304 induced by Ang Il (P> 0.05 vs.
control group ). Conclusions  ECV304 induced by Ang Il can produce oxygen free radicals (+OH) , and the contents of oxygen free
radicals (+OH) increase with the prolongation of time and the enlargement of dose; Antioxidant NAC can inhibit the proliferation of
ECV304 induced by Ang Il , this effect may be related with reducing the content of oxygen free radicals (+OH) ; oxygen free radicals

(*OH) may be one of the major mocleculars which play an important role in the signal transduction of ECV304 proliferation.
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