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Abstract

e AIM. To evaluate clinical effects of semiretrobulbar
injection of triamcinolone acetonide ( TA) for the
treatment of thyroid associated ophalmopathy.

e METHODS.: Totally 84 eyes of 46 cases with thyroid
associated ophalmopathy were treated with
semiretrobulbar injection of TA (40mg) with 20g/L
Lidocaine (0.5 mL) for each eye once every three weeks
for four times during one course of treatment. Then
symptoms and signs of the patients were observed after 1
month, 3 months, 6 mouths.

e RESULTS: Symptoms of 43 cases were improved
significantly. In all cases, eyeball recession rate was
83.6% , the palpebral fissure width reduction was 85.2% ,
visual acuity improvement was 80. 9%, eye movement,
strabismus, and diplopia improvement was 80. 5%,
compared to those before the treatment.

e CONCLUSION: The treatment of semiretrobulbar
injection of TA for thyroid associated ophalmopathy is
safe, effective and mild in side effect.

o KEYWORDS: . triamcinolone acetonide; thyroid associated
ophthalmopathy; semiretrobulbar injection

Citation; Wang CY. Treatment of thyroid associated ophalmopathy
by semiretrobulbar injection of triamcinolone acetonide. Guoji Yanke

Zazhi(Int Eye Sci) 2013;13(2) :398-399

HE

B & VP21 2K 5 1 20 it 42 % 7% ( triamcinolone acetonide,
TA) J&Y7 H R AR A 5C AR #% (thyroid associated ophthalmopathy
TAO) I RBCR .

Tk X 46 15 84 HR H R i AH G HR 97 L # LA TA 40mg Jil

398

20g/L M Z KA 0. 5ml ATHR I BRIG S, & 3wk 1 1K,
HEEE4 WM 1 IFRE 1,3 ,6mo BEVT LS, 30 S IR FBAEIR A
R

GER . BH 43 5] A e R B e olsg | IR BER MR 4K 83. 6%
AR 24 55 455 /N 85. 2% , AUIR AL 77 Bk 353K 80. 9% , IR Bk iz
sl E AL RHR % 80.5%

510 P RS AT TA JRY7 HUR AR A DG AR RCR B 8, A
KRN, G4 5

AR ;L AR HEOBR R AR S IR 5 2R 5 T 5
DOI:10.3980/j. issn. 1672-5123.2013.02.59

Sl P F2E. BRI S h 2 25 A 7 FOIR AR S IR . [ B
MR ZeE 2013;13(2) :398-399

0sls

FH R iR AH 22 BR A ( thyroid associated ophthalmopathy,
TAO) J&—Fi 5 HUR IR 25 A OC 1Y B B S se M i, 2
I WA IRBE SNG4l Hil , 72 0AE AR BIE A%, TAO
FEl A AR R0 R BB — 17, 29 20% ', TAO S &R UL AL
RIS R 35k 5 L G0 T i R R B 224, R 2EHE m0h (IR G
AR Reko ) IREGR KGR v IRAMIUIE K iz 3
ik 45, ™ S B 2 e 0 ) 8 RN TET A S LA 4 B HH R Bk
[ B2 i T T 2 R S A IR RIS % | AT DA% i 4 i 4
A8 AR PRI St A S, FRBE T 2008-06/2011-06
K FHHR Jmy 38~ 2K J5 132 55 it 42 4% 7 (triameinolone acetonide,
TA) 6T HUARBRAROCHR SR , UG T — & 57 a8, RS anF
1 X RFFTIE
1.138%  A4UEH 46 1] 84 WL, Hh 15 20 £ 39 R, %
26 15 45 HR A1 20 ~ 61 (744 38.5) % 5 XUHR 38 {4, HLHR
8 il ; Hor H TR Graves AR¥A 31 4] 54 R, R &Y Graves J&
15 151 30 B 3 72 2mo ~ 3a; DA I BB & 54 R AR 1 %8
MR BB 4E G H OGS 4 RS I K e S i AR E
ARIOITRTIATHRAE CT 5 HR ¥4 7 A6 2 R B E 1 o o7 44
TR R AL B IR IESOR
1.2 /3% TA 40mg /i 20/L F]ZK K 0. 5SmL AR 5k
Ja EOTREF RS B 3wk 1R, &S 4 KO8 1 Y7, WL
Y Graves AR , AR 36 97 6] i) 76 N 40 W BB Dl 48 5 F iR
I7 8 WA A HURIR DB, S R 3RS e B %, 1RYT
1,3,6mo FEVIMEE 1 ¥R, BESIIH . (1) IRBEREHE; (2)
— I H L HRAK e WH BRI T i K AR
M,
2R

SR 46 b 43 BRI A I 0 e B0 R AN 3 4
BORARH] 5, R BR 28 1 13 R 83, 6% , I 24w JiE 4 /N %
85.2% , WUHR WL 71 80 3% % 80. 9% , AL, & W o & &
80.5% X 2 BIJCH ARk, 4 Rk S O RIH IR
i R g i TR S 445 7 a7k b S5 AR A5 3] B i 2 A TR



Int Eye Sci, Vol. 13, No.2, Feb. 2013 wWww. ies. net. cn
Tel :029-82245172 82210956  Email . 1JO. 2000 @163. com

3 g

TAO J& Graves J& ¢ % UL 0 HUIR BR AN R B, vl & A4 F
R IR sRe T e R B BB RIS 2 /T 2 5, HRTA A
2 A2 F IR B TR E Iy 2L 520 KR 3 SRS R Y |
TERR R A B e pR " AR IR IE 2 4 5 HUIR IR
UJRE S0 MR E O R R LA HE A1 20 HR AN ILET 4 2 e
PEU AR AL . Graves HR 5 %) B BIE 55 B ol A2 = 222
PEMEJAE , HE PN 22 Fif 2 2H 23055 1) 2 AR 71 UL 2H 23 58 14 400 g
(K2 A ORI 200 ) 958 00, JULORY 45 235 4 20 40 v il &7 4
211 ol N e e e e A O N e 2 N R PSR
1, A B 20, B 2 MR R DR E AL 4R i, B i 1)
EH, W WK 43, 5 8504 2L 0R) o /K Pk, B BEE 21 20 44 AR
Bt

FIHAM I, X TAO B3R 7 76 B N A A — P4
NBER T, AN RARIRIT . (1) X H
TUHIRYT , N FHBCHUIR BR 259 . F R U IR YT, (HiX gk
D7 VR YA I AR AT RE 5 (2) B B93R 97, bR AR HR 57
PRI AN, R R I 50 B IE T IR TR (HE
At 42 LI UG R s it RIS IE ) 55 X G T &
XF B 7= AE R A BRI, A S8 B R R A LYY A
HED,

TA E—Fur sl KAE AR R R, vl R
B R | AR T A0 1A A P 0] 2 E A0 (I
E 400 r 200 I 4 55 ) 1) R RE BB RR 3, BH 1k AR i
A AN IR A 12 2 I 0 i S R A RO, o A
YRR TIRE , R VA B AR | BH 1 E AMA S 5 ) R, 4 B i
A AN ZEREAN M A3 A | GE SR [N 2F 2 204 )Y, B LE kG
FFHIRTE AL, TA — IR HTT 30T 4E+F 3wk, A 41005 151 45

R EERIG 1 S TA, TAO MR ERZ B B R R, vl A
RO R B S A AR AP LA IE K, BEERAS: T 45 e 1 AL
FABRER T 2R RIVER . AREREBEER S T TA K
BURIVEF (AR ST T A8 AT B | RS A0 10 v e 5 fok
€ R R IR 3Kk Bk S i DA 3 s A O
i o T AR 7k DA A W B 1) T O AL, N HE 2%
o SR ITHE b RE HE BT HE ST R BE AN B AL 2em, 1 55 1T 56 (71 410
TES A, VRS IS UG8 80 00, k30 5 7 ST RIS 1k
SR TS IR S LS IR AR Ak fn & BUIR T, A5 1k 2
BRI TEST TA, FIB 45 T REIR FE 204, [ Y il 2610 ol
HRIERAER G ST TA JGYT Graves MR 7E W > 4 B IF &
SiE 5224 i FOsr T R A RS . B2 KRR R A T
S5 TAJRYT TAO, A HE J& 55 722 DX Js) 38 245 ¥k B2 7,
981 R ERHT R BUK M BIVE ] ORI, & B mIER/N IR
FPREUD BB BN, e— e 4 TR A IR YT
Jitks

SEHk

1 Mourits MP, Prummel MF, Wiersinga WM ,et al . Clinical activity acore
as a guide in the management of patient with Graves’ ophthalmopathy.
Clin Endocrinol 1997 ;47(1) :9-14

2 NEEEE, W7 B, A5 BRI i 22 A A T F R R G BR 9 19
I RIS v S AR B AR 2006524 (1) :28-31

3ORERE, R IRIER 2. JbaT: ARTA AR 1999 .:342-368

4 Kahaly G, Sehuler K, Sewell AE, et al . Decreased suppressor T—
lymphocytes in autoimmune thyroid disease detected by monoclonal
antibodies. Clin Endocrinol Matab 1982 ;54 .316-319

5 AR, IR AR OCHR 5 1 12 W AR I b B IR B0 R e
2006;6(3) :140-142

6 T AN A T R MEBO i) I . IR 2 ¢ 2007 ;27
(3):233-234

399



