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General

Abstract

e AIM. To evaluate the efficacy and safety of
methazolamide in treating refractory uveitic macular
edema.

e METHODS. Retrospective self - controlled study was
designed. A total of 15 patients (20 eyes) with refractory
uveitic macular edema which used methazolamide as
adjuvant therapy were enrolled in Shanghai First People’s
Hospital from January 2015 to June 2016. The changes of
central macular thickness ( CMT ) and best corrected
visual acuity (BCVA) were observed at baseline and 2, 4,
8wk after treatment. We also focused on the incidence of
complications and relapse.

¢ RESULTS: The CMT was 445. 95+ 154. 10um, 338. 83
138. 34um, 251.50+40.20um, 244.90+35.68um at baseline,
2, 4 and 8wk after treatment, respectively. The differences
among them were statistically significant ( F=15.467, P<
0.05). The BCVA (log MAR) were 0.40£0.17, 0.28+0.21,
0.19£0. 20, 0. 18 + 0. 21 at baseline, 2, 4 and 8wk
respectively, with a significant difference among them

(F=5.208, P<0.05). When the cumulative dose reached
to 700mg and 1400mg, no one had methazolamide-related
complications; and when it came to 2800mg, 5 patients
(33% ) had methazolamide - related complication. After
the withdrawal of methazolamide 1wk, 1 and 3mo, 3
patients (20% ), 5 patients (33% ) and 8 patients (53%)
relapsed, respectively.

e CONCLUSION: Methazolamide is beneficial in
improving macular edema and vision in 4wk. When the
cumulative dose is more than 1400mg, we need pay

attention to the complications. After discontinuing
methazolamide for 1wk, macular edema relapsed in some
patients, and more than half of patients recurred after
3mo. So the patients should be followed closely in 3mo
after withdrawal of methazolamide.
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(refractory uveitic macular edema, RUME ) A 3 &
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ik R B E S BRI A 5T, IS 2015 -01/
2016-06 #Li2 T 1 1 55 — A B B B IR R A% 11 5 i H e
Fer) RUME S 15 6120 MR, WERHEELR 252 4 8wk &
FEE O MR RE (CMT) BB IEAL S (BCVA) 197284k |
I RIERAERBIAFL R E K,

GER LR 752 4 8wk J§ CMT 4349k 445.95+154. 10,
338.83+138.34 251.50+40. 20 244.90+35. 68 um, JH 24 Hif
JE AN AL BF (] 2 CMT BV ) i, 2 R B A gt 3 X
(F=15.467,P<0.05), 3 %52 4 8wk J5 BCVA
(LogMAR) 43524 0. 40 £0. 17 0. 28 0. 21 ,0. 19+0. 20,
0.18+0.21, FHZ4HTJE AFEHAE] & BCVA A E i, 22
SHAGHFE X (F=5.208,P<0.05)., 224700,
1 400mg B JG I H i e AR OC I & E B RFH
2 800mg A, 3L 5 1] (33% ) fE 5 H 30 M F I Jg A % 9 &
Jit #5224 1wk, 1 3mo J5 435I 3 #1(20% ) .5 #1(33% ) .8
B (53% ) & %

518 IR M e Awk BIVRT A 80035 RUME S8 25 B 5
KM $E A TT s B2 L 1 400mg B, 75 55 I & AE
KA A2y 1wk G BVA BE KN E &, 3mo J5 it —F /&
TR K =25 )5 3mo NI 2 DIRE TS
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macular edema, UME ) J2& 5 | 2 4] % 5 4% 350 ™ 5 19 9 &
RE 22— By 2 JRAE PR T4 45 10 19 fIEE P 15 i 5 |
o W R TR T LA ] PR 40 T RS A AR E T
Az RRUE N B AL, 20T AR IR G E UME I IE 7 5. 1
—BER R UME 284 B8 K i 3R A0 (B0 i 40 ol
FNERIBTT 3mo J& , BERERREL B S /K M, JE UM T 14
R 98 BB K M ( refractory uveitic macular edema,
RUME) “=', H#i, R4 §1- VEGF 254 Ko 5 4 9y il
FAEYIT RUME B4 I8 , {H 3 $6557 B 25 1) i 4% B 5t A 3800
RS ANA YT I B 2T IR YT IR 2 A I R
o0 28 56, ME DAAE S W BLIA IT 25 W TR Im R b o 7 Al
FHC o bk T T TR0 74 700 465 24 07 068, 40 6 O B, 89 224
e MR FEIGYT 10 R T 25, 18 7T Ll i 3 om0 ) st 3R 1 Jz
MY ( retinal pigment epithelium, RPE ) T W I BE V8 T
UME'""™  BRGZ5YEIVE F S A5 24 Ja K i 52 % e fiki FH 32
PR A 225D, L2 U ATy AR B 20 A O FH 24 22 30 1) ikl
AWFFEAWLLE F IR W i 15 97 RUME 1Y A3 800 1 e %2
438, o RUME 03] — B 5500 {8 58 22 4 09 5 Bhin 7
1 & HMTE
1.1 %% ek 2015-01/2016-06 15 i HisE— AR E
BEHRBHIZ 1 RUME (3% 15 61 20 B, Hp 8 7 ] 10 HR,
108 i 10 B, SF-Y4E 4 46. 40£17. 59 % - H5 12 7. 67+
3.29a, HiHINE R B AERE LV R A AR 5 B 7 IR
(35% ) e RVER MR 8 1] 9 IR (45% ) 11 2E% 2 H
4 MR (20% ) o AHABRUE LA Br a2 B A8 /N 20 T i 2 A
e BB R R YL MR A R R HLZ: OCT IESEI & o
BEAK I 2R A (B S IR YT 3mo S5, K iy
Sre A A HBERE DT =5mo &, fEAE LN FAE R —Ti
BIHERR < Bl ™ 50 1048 00 SO B I REAS 2 5 BB R
BRI 2 i B AT PR S A RS IR TR A I
SEH S IR 8 2% 3mo NGB IR | 38 AR s 0 S5
IR TR S5 OCT WA BEIS R - B 5E 42 51 % | Ja ot
A BUR B IJCEEAT OCT HiH .
1.2 75 A 99 38 B3 2 PR A0 0 s i 1) B2 HR B
Ky, 445« fe 57 IE A J7 (best corrected visual acuity,
BCVA) ARl HR 24 Bt kT 5 ff 45 B 05 4G A i e 4
HRJFEAG A B2 OCT BEBEATH . L R >R FHAR T X BOHE
RAT, IT M 45 R 54k Ry B/ (LogMAR ) % 809 g i
5K, OCT K >R F “ PROHUE B 7 B2 T, X 8 B3 i 47 4
i, R A 3D ke O T Y RS S . AR IR
Fitt BB i 25mg/ ¥, 2 /4, ) s 1T OBR G AR B0 8 R A
500mg/ K ,2 R/d, 8wk J5 45 24, 1 24 Hif J5 W B 50 80 3R R
(80 S MR B R A S, T2 )5 2 .4 8wk
At % B4 A0 Y1 JEE E ( central macular thickness, CMT) \BCVA
Ak T sR 24 0o AR v R S e A R AR 24 SR K b A2
TH

7RO W AR e - B A8 E - 1284 2 AT LN s A L
M 2 A7E L b R AU R 2 A7E ) E 5 OCT 7R
CMT R#AGHE 1T 209% 7R 85 BEK i B 8 4% ; OCT 7% CMT
<260pm HAEWN 2, %8 RUME 1B, (52245 CMT
BRI 50m SR ) T R A 2 AT B DA B SRy K
gRM,

Giit2f 43 M R HH SPSS 17. 0 Giit 2k kA1 4e it
B o WETEXS G — M Bt B 2% A6 0 i s 240 B30 e SR 34 B+
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PRE2EFIR . IRITHIG A RIS ] A5 CMT BCVA 1y Sk 22
S LR R FH B 2 0 5 T 25 90 i, 2 FE AR FHLSD -t
K, P<0. 05 NN 22 R A G243,
QKR
2.1 89 HI /G CMT T4k HZ CMT F 445. 95 +
154. 10pum, FZ 2wk 524 338. 83+138. 34um, 7 HR (35% )
FK I A s Awk 1E R 251, 50+40. 20pm, 13 R (65% )
AR B B P 6 BR (309% ) JK TN R ; 8wk i A
244.90+35. 68wm, 15 0R (75% ) K I B 455 Hodb 7 1R
(35% ) 7K iR . FHZY A A [A] B [B) 25 CMT s A e,
2R B G FE L (F=15.467,P<0.05) , Hd 252
4 8wk J§ CMT ¥ B /N T 3L K (3 P<0.05) , HZY
4wk 5 8wk ML, CMT FREIEG T2 X (P>0.05)
2.2 i8frEilG BCVA B9ZE{L K4k BCVA 4 0.40+0.17,
FHZ 2wk B R 0.28+0. 21,5 R (25% ) ¥ S A 342 5,15
MR (75% ) JiFasE ; 4wk BF R 0. 19+0. 20,8 HE (40% ) ¥R
TSRS 12 BR(60% ) W 1% A2 ;8 wk B4 0. 18+0. 21,
15 HR(75% ) M1 A 548 5,5 BR (25% ) e, 2y
A5 AN RV EH[E] 45 BCVA b, 25 HAR G2 L (F =
5.208,P<0.05) . JHZ4 2wk 5 BCVA LR FRA% 0 25 5
TG 7 L (P>0.05) , H#j 4 8wk 5 BCVA ALK
VR H 22 57 BA G248 (34 P<0.05) , $#m
2 4 8wk JE B FHZTT BCVA BB 4 .
2.3 AAERFREIRNEZERREHFKMELER
FH245 8wk B 5 HR (25% ) 7K i B2 B & 2 fie , W0 ) DR B de e,
Hor 2 B (109% ) M1 J6AE 4k, 3 HR (15% ) W77 104 5 1
11 B2 700mg 1 400mg B, TC H I e A OG- &
AL B2 2 800mg B, 2 5 4] (33% ) & Y LS H
W AR DG Y I R, Herh 4 3 AR 9% = K DO RORR ACHEIR | 1
BRI R AR . Rt 2 2 800mg B I A i & Ak # W]
BT RITHZ 1 400mg, Z R A G122 E X (P<0.05),
1525 1wk J5 3 6i1(20% ) & % , RN CMT 842 H0 () 4
WY K525 Tmo J5 5 #1(33% ) K & & 4525 3mo J5 8
#1(53% ) 2 % .,
3 itit

UME Z2H# R B H " BN HRIEZ —, %5k
M TR, BORIE R B R 2RI AR B UME 1Y
— 2R 2y (HS AT — S8 B S T ROBE Bz B (=)
JREAI R TC R 225, X A AT B3R 9T 5 8 TR IR | 5 B
F A 7K ArebR ZS 45495 JE ' 20 ., A6k 300 400 o0 B A 3l | £F
FEB R A AT AL S 207 Cox %51 S8 & B BEme
JHE ] A B A 9 R T B BEK i, LS RIS IR S T ik T T
BRI UME BOA 30" Farber 25K 1t
W Bl T DL s T B A I Whiteup 25 A
MR RE R A B T, A REAT R R AL 11 FRATT 0 FH s
W 3697 RUME, [Rl R OCT Wi2% RUME JE & 7281k,
24 4wk J5 CMT 5 BCVA ¥/ . k3%, X 5 Farber 25 1)
2R, Z LS Whitcup %5 HUBF 58245 AN TR, ] fig &
AT A UME B35 7K Pe 22 i) (1] B0 K JRO 4t i 52 21
AT, [, FRATE L BT 24 2wk J5 CMT Ri7E B
RG2S 4wk J5 BCVA 8088 &, 1/ B0 P 8 4 5%
S8 Z M AF AR A B3R . FH 24 8wk J5, CMT 8 H
2 dwk A UGEA 22 R TRG T 2A 0 X, e nl L 1 AR
FH e e 4wk TT A7 2 ek 3% RUME, AT IF5R H,5 IR
(25% ) K Wb B G2 it AELA ) TG s8cH s, ml RE R 2t T2
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PEZK b 53 0 SO 20 0 B e B L FRATTHE— B WS T
OCT 1y 18/08 7, A BLoe #E R K, #8718 1S/08 JZ 5e Bk
BRI RUME 25 R K ek 3 18 00 )t AN RE A 0%
W I 2 A I8 A TR ke e S AE 5 2 TR A - B30 A BEL 2 . T
RESSEma L 4 I T R EA YT RUME RO AL i A
SEATEAE A WEFE A I B I e e vl LLAE T T RPE 40 i
T B R JEG M 1) B PR I I, 52 RPE bk, 355 RPE 411
“ETWPER L IEHEE 2 h RPE 40 i 5 W Wik A ik 4%
T K T BRI AN A R DA Ry BT T Al
0 TE Ao 1A R DX YA B U K e, B — A i A7
Ly 212)

5 SR AE L I e e AR s B MRS AR
WG, B LA P50 o el b B4 RIS L 2 e DS
ABIFFE P A BB = | DU IR A RIPIX i = Foh Jf: K2 4,
5 LIE Z R IR 9T UME RYBIFGEAR L 21 I & AiE Fh
R, RAE WL, 2T A k) 2 800mg B 547 5
(33% ) JE7% Hh LI Y M JHg A O O 0, HLW s T 2R3t
FHEE 1 400mg, #4 BIT 25 1 400mg B R 51 211 R
PEAE T AL R I A0, A5 2 R ORI Bk, T e
1R & RUME f8 38 RAE AL T3 i AR A s HY m g X
AR 2l M Al A0 0 I A 98 ek e, AN BE A DSk b 4 il ¢
E | P47 IR P00 57 B, T B I B U AR 5 v e
1525 (1wk) B 209 [ KIS S SR s JA 145 24 )i I 2
VIRV o

ARWFFAFAELL T A R AEPEHr LT BEIS , F T8 7T LA
FHIESE AL SEXT L SR S5 8 AR, 1X 2648 bR 7] RE X i Y
WS JH )36 9 7 A P RT RE SN SR s [T B PEBIE 5 s REAS B/ (il
Vi 1A 5 PRk, WIS 45 2R BT — 5 1) Jay R i Y e i 2l
BIifY RUME B2 4 R A7 SOHEAT) 5 AR A S8 iy B A i
DIRS RS oy I DN AT

i b, MR T 4wk BRI AT 20K RUME 62
BRI AR ST s R HZG 1 400mg B, 55 5 IF
FAERAE A2 1wk Jm B SR KN S %, 3mo J i it —
HERFAKME K, BUF 255 3mo PN 2 VIR, i HH e
e LA A i BRI RUME 97552 — .
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