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* Clinical study of fenofibrate in diabetic macular

.

. edema

: * CHEN Su- -Fang, LI Heng-Hui,SHAO Yi,ZENG Li,LlI Ming-Ming,
° GAO Gui-Ping
. [ Key words]

. tomography

+ [Abstract] Objective To investigate the efficacy of fenofibrate in dia-

+ betic macular edema ( DME) after retinal photocoagulation. Methods The

+ randomized controlled study included 38 DME patients (67 eyes) who comple-

fenofibrate ; diabetic macular edema; optical coherence

¢ ted retinal photocoagulation, including 15 patients (23 eyes) of proliferative
¢ diabetic retinopathy (PDR) and 23 patients (44 eyes) of non-proliferation dia-
. betic retinopathy ( NPDR). Patients were randomized into two groups: fenofi-
, brate and Xueshuangtong capsule administered to group A (20 cases,35 eyes)
. and only Xueshuangtong capsule administered to group B (18 cases,32 eyes)
. for 28 days. After 28 days,the average foveal retinal thickness ( AFRT) , aver-
. age macular volume (AMV) ,average macular thickness (AMT) were observed
+ by optical coherence tomography,and the corrected visual acuity was also ob-
‘ served. Results After 28d treatment, group A achieved better visual acuity

: ‘ than group B, the difference was statistically significant (P < 0. 05) ; In the

H group A,AFRT,AMV,AMT were less than before treatment,the difference was
$ statistically significant(all P <0.05) ;In the group B, AFRT, AMV, AMT were
; more than before treatment,the difference was statistically significant(all P <
. 0.05). After 28d treatment,there were significantly difference in AFRT, AMV,
+ AMT between two groups (all P <0.05). Conelusion Fenofibrate can im-

*

¢ prove visual acuity and effectively promote the absorption of DME after retinal
¢ photocoagulation.

CUEBA] Ak U B R ER SRR b S AR T 8 B2

(=] HEY WRIE3E N4 AW IR L8 G 48 Jk s 135 5 7K i (diabetic mac-
ular edema, DME) ¥ &5 55 2L, FiE WL 38 4] (67 R) & % &AL MW X5 ¢
o DME &, 5o 15 4 (23 0% ) 38 A& 4% fom MAL M L% 22,23 4 (44 R ) 4 3R
o YRR BB AR AL P LR T ALA A BB AL, H b A 4120 4] (35 BR) w R332 N

ce00

o B Eoh B AR, B AL 18 4] (32 BR) AR v IR A e dei@ Ak, LAY % 4
« M2 28 d,28 d & RA S FART BT & 42 46 LS WL 7 40 % B2 P o8 WAL W R 3
+ 2 J& (average foveal retinal thickness, AFRT) | -F 34 3% 5 % #2 (average macular vol-
’ ume , AMV) 3% 5 X ALK fi2 -F 34 & & (average macular thickness, AMT) , Jf L 5 &
éﬂ%j] E, R OAHWAE,EMNKETEAMKLT BA, EFA %

FEN(P<0.05);A 41 AFRT AMV AMT 3 4& A 2379 R 0, £ 7 H A st
FEL(HH P<0.05) ;B 240 AFRT AMV AMT 44 A a7 A A 3 m, £ 7394
Gt FENL (A P<0.05);A A& H A 25 3 KN K & & 35 47 (AFRT,
o AMV AMT) 4 B BB B8 0, 2 F A%t FE L (3 h P<0.05), &t 3¢
o ENHRKE DME &5 A, A 28 SR AL I I 568 5 3 SEK A 69 B0

i g v e B K i ( diabetic macular edema, DME ) J2:38 B T4 FK
3ﬁ§|@l§l’],,\i&fqﬂ O T — A 400 5 A28 91 D A g 00 PO 3 52 s i 32

R IR L S A i B R > — Y R e TR S
; (optical coherence tomography , OCT) B4 MEE AL 432, DME 0] 434
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=R B BEYERT K M AR A X IR K e B R
Z bR o AR DU — Rl S Y R
TS (R A7 R o 1 3) 7] ( peroxisome proliferator-acti-
vated receptor-au, PPAR«) , BAG 148l 387 Az 1fi 45 72 Sl F
PR LR P R DR o AR ST SR P IS T B L T
MRBFSE 718, W%¢ DME F8 1 IRAR T DURR J5 B 3
TR B S iE AR5

1 ARSI

L1 —f#ER RAETEERELN BRATFE 74, LA
2012 4 12 F 2 2013 4% 12 H At TR B iR B
I'Tiz1Y 38 51 (67 HR ) & 5 ML M OB &E ) DME /&
BTG, Hodr 15 (5] (23 W) by 35 A= BB IR s
PEAL P B 5 25 ( proliferative diabetic retinopathy,
PDR) ,23 {5 (44 BR ) Ay ={F 385 A= OB b s P 40 0 s g
7% ( non-proliferative diabetic retinopathy , NPDR) ; H:H
F 18 B (32 IR ) , 2 20 4] (35 HR ) ; KARAEI 24 ~70
(55.6 +15.3) % ;95 #2(10.3 +7.8) a, iRIFHFHHL
S8 A AT B 2, Horh A 4 iRy T A, 3 20 441 (35
IR) B 4%y BRAH, 4t 18 5] (32 M) . A5
AT B /R E R E T ) KR R,
It ERE RO ot . 22l B B
i A Z RS [ E

L1.1 NARAE (1) 55505 BRE AL R 5 A2
(diabetic retinopathy , DR) 12 Wi FF 25 IR J5e ¢ 5% 1ML
B (fundus fluorescein angiography, FFA ) 6 75 i
125 (2) DR SE B M B EE IS 2 Jal i 835 (3) OCT
124 DME; (4) IR Fij BoAs A5 R W2 =85 (5) Bk
TR T AHICENR 25 903697 5 (6) Jo )™ 5 1 42 B k9=
I, W DR SR RO R | B AR AR
855 (T)IRITRIAAE AR S 2y

1.1.2 HERRARAE (1) HEBR A 5 1Y 2 B /K
e TR oA B B S o 50 YR AR ) R fk 245 e
P78 R TR XA PO 7 A0 ) I I 6 8 ) 2 K
R A 5 A4 0 A5 SKE A0 D) B €, 3R AR P | BB IX fik
2RI AR A L oA e ECH A N IR TR S5 LA B /b
DLR R R e B BE AR K M KR b B 7 AE A I
BE%L Goldmann-Favre £ 5155 2 Fi g s (2) JE Dt
(] B IR T3 FFA )2 OCT #i#x#5; (3) &8 1E
o R B SR & 5 (4) BRAEA AR DURe 25 9 2ok s
BRI O KA

1.2 FiE AdRHORAEE D (U2 i E A
AR JE M 2524 7] ,200 me/kr ) K 52 07 I A e g 4 ()
RARAZDI I AT BR A7) ,0. 5 g/ K5 |, A v DUARR B Hif
FUIR—Fr, B Fr 200 mg 5 52 J7 I A4 508 Je 20 - 45K 3 9K,
R 3 KL, W05 20 min Fflk, B 2 Soph F IR 52 7 1 As:
RCHE, k0] A 4L A 25 SR 28 d.

1.3 MMBEIER  TIHITHIANAST 28 d J5 i
22 Z G0 N | B 4 ) 422 HIR PG 5 L 458 1 3 K e
IRJCAE O, >R FFA #47 DR 27 533, OCT i#:47

DME FJi2 Wt B2 532 W5 B R o U R - 247 J5E
J& (average foveal retinal thickness, AFRT) |35 % B
ZXFH (average macular volume, AMV) | 75 3 [X 41 X EE
SE-t4JEFE (average macular thickness, AMT) &, [A]
AT IS A [ Hh =15 (triglycerides, TG ) IR &
A8 H (low-density lipoprotein, LDL) | /5 % B g & H
(high-density lipoprotein, HDL) . & JH [& [ ( total cho-
lesterol , TC) WAL IM LT A 1 | 55 ARSI .

1.4 MR (DO ARCH R =2 17;
TR M, B A (W1 0.1 LIF
HUM I 2246 0.02 2 1 47id) o (2) OCT fu#r: A
R K I A A A T 1B 5 TORL . BB K b AT TG
TR Sy i

L5 HERRIER (1) BE PRI ERRETN 2 24
Y (2) AR BT EHIGYT 7 %5 (3) A
LGP RIVER, an 2yl B D Redl 355 5 (4) i
REEFLI IS BRI (5) HBE 1 HoAb R FB 95 5
il R G T SR T2 R R

1.6 ZitFAiE RO EE AT B9 B4, R
SPSS 19. 0 Gt 4t it bt , W 2H [A] L 5k H
PIFEAS ¢ K56, 7 ki R A K36, P <0.05 22
SHGIFE L

2 #R

2.1 BEEXBRILE 0I7RTAEEFE N
& PR I I BEAEA L 22 R e g (1

N P>0.05, 005 1), G AL EA W] Lok
®1 ATHRARE-RBALLER

—RIE A4 B 4 s P

LEWS B 55.6+15.2  53.7£16.7 0.502 >0.05
TR R (1/a) 10.2 £7.8 10.5£7.5 -0.328 >0.05
W 9:11 10:8 0.653  >0.05
Wi FE ( P/mmHg) 136.0+15.2  132.0+16.7 0.452  >0.05
&3k (P/mmHg) 82.0+7.8 80.0+7.5  0.302 >0.05
TG (¢/mmol/L) 1.96 +£0.25 2.12+0.19 -0.512  >0.05
TC(¢/mmol/L) 6.59+2.12  6.71+2.87 -0.202 >0.05
LDL( ¢/mmol/L) 4.02+£1.20  3.87+1.56  0.282 >0.05
HDL(¢/mmol/L) 1.19 £0.56 1.25£0.47 -0.182  >0.05
Wik m 21 H/ % 9.22+3.35 8.74+3.87  0.812 >0.05

.1 kPa=7.5 mmHg

2.2 WHEEBEFBITREMAT OCT &illiE R b
AHEE M EM AR E SRR T B4, 2"
¥, 298 B ES R X (x’ =4.38,P <0.05, Il
F2), AEFEHZE OCT K B A JCE W i
F B4, &) Kk, 2RI BERIT¥EX
(y* =6.12,P<0.05, 1.3 3) ,

2.3 MAEEHAARNEENKMBERLEE AT
AT A B PIZLEH AFRT AMV AMT i 1 2% S48 650
HEE X ( Laprr = 1. 042 2,y =0.602,¢,,p =0.782,
Pk P >0.05), J4J7 28 d J5,A 4l AFRT ,AMV ,
AMT #2555 B B 2>, 25 A G it XL
(tappr =2. 756ty =2.310, 1,0 =2. 115,30 P <
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0.05) ;B #ZH AFRT , AMV  AMT % A 25 5 f4 A 3,
ZRE G 2F T X (e = 1. 0428, = 1. 538,
tar =1.019, 328 P <0.05) ; A 4 /835 H 2 )5 v B
K IR & 46 bR (AFRT ,AMV AMT) 2 B H 0] @
Wi, 2 R H A G T X (L = 2. 876, Ly =
2.076 ,tyyy =2.136 , ¥ P <0.05; L3 4) ,

x2 MABRZRTREUNBERELE

2157 R % B JCEL ARCR/ %
A4 35 28 7 80.0
B4 32 18 14 56.2
Hit 67 46 21 68.7
R3I WMABREERTE OCT KNBRERFERLE
217 MR %k AR T AR P
A4 35 33 2 94.3
B4 32 23 9 71.9
G 67 56 11 83.6
x4 FWAHARBREZRITHIE OCT KiEHEF R
AFRT(1/pm) AMV (V/mm?) AMT(1/mm)
A
BITH 738.75£142.91  17.04 £2.26  473.63 +167.62
RITE28 d 582.25 £154.38%  16.28 £1.95%  452.00 +152.67*
B4l
TRTFRT 705.56 £161.81  17.64 £2.02  490.22 +145.63

WIFE28d  757.33+121.35"% 17.72+1.98 " 508.44 +158.21 **
U5 AL, " P <0.05; SiRTATAL, "P <0.05

3 hg

] 502 B 156 9 9900« 7 4 35K 31 B PR 9 B s 114
K NECE M 2001 A1 3. 66 42,38 ZF 2030 4E 1 5.
30 12, X BEWE IR IR PR 20A 173 31 % DR, 1/10
A1 RERS (% DME #1 PDR 51#2) 7, B 4%
H—Fh A 3B 93477 DME (5 5t s,

HWFR & DR & MG+ TG . TC g H M
LDL %5 B oot PR 34 55 , 7 HDL 55 B4l Jd i [
1K', ApoA-1 7 DR F3E Ji& o ff: Ml — 9 (R4 P 3%,
A 5 L0 0 J 32 AR A BB B T IS K
MLAE PN B2 D e B A5 A ¢, I A 55 & A hn ¢ DR i) ik
J&&, JU VS R 3 I - ) B B A A IR, 2E T 5] R
DME'™" s HA 43 #r 5 00 0 55955 78 f ™ o 7 ) 15
TG LDL } ApoB /K - 5 iE #H 5, 5 HDL % i 4
F ) X ARG 45 R AR — B DR AT RE
JEIkZE DR JE 0 —Fp 5 vk R T A IR K
RO AR 9% 3 AR i D1 Ry SR B R AR M 2K = TC
TG .LDL /K ¥, $275 HDL /K, 3 GE %K LDL i
RN NG 2 H RS, BEA A IR %8 DME /2 35 1 i
S BE E R R | 0 R 4T 4E 20 i ApoA-T
AR A DT 2 3 B /K i ) 9 R I 4 4
BEAK i B B s ) BFSE & AR T DL AT 5 Aot
FEARIMLIG , 5035 PN R A S TR , 4900+l 8 14 TR 1 1) o
AR, YD D) B A4 T 1% ) T S AT A ) PR A 0t -
P 55 R 7 P T 26 I IR /R I E DR o
HIF7 AT BE 5 HLHU IR PPAR« A9 BR IR A 24, Tl

PPAR 1E N Bz 4 b iz 476" . YANG 257 BiEg
255 R PPARa 776 T O I (0 % B 2 A
2 ARZE R R, B DR 83 KN R
W B4 2 PPAR FE3K5IE 3 A\ 24 725 S0 R 3F
W UL S PPARo 3435, CHEN 251" B9 4% 4
AR DURE T 1 PPAR«c B2 F T4 W 2 21,
IR PNV Sl DL AR 58 1L PN R 2R KR T
(14 25 FE R AR 405 5 R - Lo BT , DBl 00 48 3
A LS R B e 00 ol A0 TR B 1L A6 PR B Al S i, 9
BE A 250 b AR V00 190 5 5 2 11 45930 3 e, 7 R 9 44
BRiRIT AL #E DME B389 R B, 25 HA
B4 35 S VRYT IR AL e, OCT SR 1 4% T 48 b
PRI FTETT 4L DME SR AR 20 B 2 10 5
PIZH R IGT JE R IE L 45 St BR 16T 2H B 0] B
i, 2 S HAT e 75 50, PRI ARV DL 7T i3 £
FH1 3% AT AE S ARV UL RE B AR F DME W2 i
K, HATRIS 45 WA I 5 bR, 8 B O U0 A 5 S
R RERC I G, R G R UL IA YT 2407 32 W 1
TR BB, B ARG DR RE A A0 F DME B i
Fe bl HAR T o 45 E g, AR IR VA Y7 24 DME (3%
TR 3 B P S AT S i DL A A R
Te ARV S ST AL B AR HIRICR

HHl DME BVET7 FEABOCIRIT 25Wias7 &
FARWGIY o XETy kel 2 i/ e G, H—%
FRE AP T DR 14 9 J2 o % BA 4R YT DME,
IR DU AT 4 7 07 T4 DR (4 % 2k % R, iy
S PR ede T IR I P R AR K R i ek
IR | 0] 2T 24 1 A= Kyl /D B A0 1L A AR
M-8 PO e s 26 2 i vk, EL 25 B, A WF9E R
FE Vs DL T (W B H 2 B e O R U 1496 1
SRR B £ % 60 300 ) G800 100 7 40 R 3 ek 4 379% 0
PR AR 1 DR £E DME {9 7 P 7T g — AN 4, — A
FEEER L,

S 3Lk
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