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Abstract
e AIM. To investigate the use of argon green laser
photocoagulation combined with traditional Chinese
medicine treatment of diabetic macular edema ( diabetic
macular edema, DME) efficacy.

e METHODS:: Totally 68 cases (132 eyes) with diabetic
edema during August 2010 to June 2011 were colected. All
the cases were randomly divided into two groups:
treatment group of 35 cases (68 eyes), control group of
33 cases (64 eyes). Treatment group used argon green
laser combined with traditional Chinese medicine for the
treatment of DEM, control group was treated with argon
green laser only. After 6 months, visual acuity, fundus
fluorescein angiography ( FFA ), optic coherence
tomography( OCT) were exmanied and statistical analysis
were performed.

¢ RESULTS: Six months after treatment, visual acuity of
treatment group improved or stabilized in 62 eyes
(91.2% ), decreased in 6 eyes (8.8%).
control group improved or stabilized in 49 eyes (76.6% ),
decreased in 15 eyes (23. 4%).

significance between two groups ( P<0.05).

Visual acuity of

There was statistical
FFA showed
that macular edema partial or complete regressed in 63
eyes (92.7%),
treatment group. Macular edema partial or complete

did not disappear in 5 eyes (7.3%) in

regressed in 50 eyes (78.1% ) ,did not disappear in 14 eyes
(21. 9%) in group.
significance between two groups ( P<0.05). OCT showed

control There was statistical

that macular edema in treatment groupalleviated or
stabilized in 61 eyes (89.8% ), unchanged or aggravated
in 7 eyes (10. 2%).
alleviated or stabilized in 44 eyes (68.8% ), unchanged or

Macular edema in control group

increased in 20 eyes (31.2%). Comparison of the two

groups was statistically significant ( P<0.05 ).

e CONCLUSION: Argon green laser photocoagulation
combined with traditional Chinese medicine for treatment
of DEM is safe and effective.
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(diabetic macular edema, DME) 7 %%

J7 3% e FE 2010-08/2011 -06 WCIE 18 R 9k 7K fith 5 4 68
1 132 BR , BEHLA MiGRYT 41 35 ] 68 HR , Xf R4 33 44 64
R 67 AL SR SR OB R 25357 W PRI B BE K
Xof P2 PRl (1 FH AR 2R O A T B R B B K M, 6mo JR
A IRIEZE R E R OCT Kty T804
LR I6YT 5 6mo AT R A IR T A T B EURRE 62
BR(91.2% ) M1 T 6 HR(8.8% ), %F R M 142 v ak

TRE49MR(76.6% ) , ST TH15R(23.4% ), P<0.05,
PAHILBEASRITFE X, RAEREERE B RIRITHE

ﬁﬁkﬂﬂPﬁBﬁ%‘IﬁfL@zmé/ﬁ@ 63 IR (92.7% ) , KM R iHiR
5HR(7.3% ), X REZH B EEAK P o TH IR B 58 42 TH IR 50 AR
(78.1% ) ,JKIh A THIE 14 MR (21.9% ) , 4t 38 A Se it
2R (P<0.05) , JE2EAH T W2 54, 1A )7 4 3K i
IR ERUE 61 R (89.8% ) , KA AR S 7 AR (10.2% ) ,
Kol WA ZH] 35 R 7K i ik % i B 72 44 R (68. 8% ) , K i A 75 1
JNEE 20 HR (31.2% ) . P HEEA SEit2# 7 X (P<0.05) ,
518 (1 FH SR O IR A T 25 3R TOBE PRI B B K b2 2 4
HBW T,
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13 DR AL X B AE ( diabetic retinopathy, DR) &2 H
PERAR RS I A 5, 100 B JR B BE K B ( diabetic macular
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A ZHEE RN EZE RN, HOLEE =RIE)7 DR 1Y
FEREZ — W2 VAYF DME A TBZ —, i 20a
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AR HBAR A SEAA H5r DME B S X & 50tk
BT AU, T B H R SR IEO B A T 25367 DME HUS 7
FHAR BT RL, IS A R s a0
1 XM E
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B 132 HR | 1 26 jR 3 2 220 LR ARG A 0 s ) s e 1]
Jo AR RS B0 IR K P B R IE )1 <0. 5, FFATIRE
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IR, 55 16 11,2 19 B BRI 2 ~ 20a A5, HR4E
A 2 2 i 5 AW DR 95 100 D90 S A I PR 43 b e L %
29 9] PR PR g O 0 BB A T 40 11 HR, TI3BY 29 HR, IV 38
28 R, XFHELL 33 5] 64 R, 55 17 B, L 16 91, 4k bR o A2
2 ~20a ANEE OBE PRSP0 JES A5 11359 10 HR, T80 31 R, IV
123 BR, PALAE RIS A G e | 1R 00 s A0 2 B Ty T L
BRI ENE,
1.2 F7iE WL E LR HEEDE R VIRIDIS f#5i Nd. YAG
(532nm) IRBHEOEIRIT AT HBE X IOE ML B 8E , B ol
(U152 B U 11 500 ~ 700 wm FFER AT A1, F 100 wm B4R A/
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KN IEBENS G i B A T el , b R B bR
(=S 1B i S N | =S Rl e L R [ ER RS B U~
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J7 LS5 IR 6mo J5 AT ) IR IR 286 R i 52 ROl
T WHZEHG A, S 7 S 8 BEK b i B A 1

Giitep oW R K, LA P<0.05 22 A 481t
28R
2T ROEERRAE WA RV TR >3 17 AR B
e o= 1 ~ 3 47 Ok RIS T R, AR S IE T A
J& ,FFA R XFH, BB E R B IR IH K B AL, # BEo
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FIFIREE 2/3 Nk A , A0 190 I8 JE2 3 S A L &8 Jin oy
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2.2 TR MV 6mo B, 20 AN WAL AT K
& MRIEPOEE MG ER OCT Kty . WELH BEK i i i,
R ZHBFAEIRIT IS O A5 BN R R B AR s TR IS
PENE M 15 52 W 7n B BEK AT P i 1R , OCT 46 7 2 BiE
KM B X IRA R >3 17 A 9 IR (14.1% ),
MRS 1 ~3 FalifaEH 40 IR (62.5% ) , S FF% 15
HR(23.4% ) , MARET6.6% . IRITHMR S>3 7%
20 MR (29. 4% ), M1 m 1 ~3 fraifa e & 42 IR
(61.8% ) M1 TR 6 R (8.8% ), AR A 91.2% , M4
Mo 22 5 EYE (Y =7.92,P<0.05) ,JRYT 4L 13
PEFXF IR, ARJRSZE ' M 45 15 5% (7 X FR A 8 Bt K i 5
IR 8 IR (12.5% ) , KI5 H1R 4 42 HR (65.6% ) , 7K
MARIERA 14 IR(21.9%) , B HKE18. 1% , IGIT4HE
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X REZ L3 22 5% (x* =10.6,P<0.05)
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