EfRRRIZE  209F 98 F19H F9H
B83E.029-82245172 85263940

http://ies.ijo.cn
BB {578:10.2000@ 163.com

- IR -

solin 2 BUREPR R AL M PR iR T & £ I AR M 8y fe be [F =

ST

XN FH,T OB HEHENT

S| A X, T EES 55 2 RURE SRR I R 78 &
AP IR A A8 1 R A A, TR BR IR R 4 7K 2019519(9) .
1594-1597

YEZ& BT ; (710000) H EIBEVE A U, P 5 24 B B2 2= e

YEZ R XU, AL PRI, A58 07 - BRBH I PRANSERIFSY
BIREE X . 21jfd3@ 163.com

Wk H 1. 2019-02-24 #Ir Hi . 2019-08-12

wE

BB sZ e 2 FRUWE R 95 0 0 5 A8 ( DR) & AF B 3 A
UM (VH) FfER %

J5i% R 2016-11/2018—11 WA DR 3 165 il K
FORREAT BB 87, SR 2 2R Logistic P14 4341 DR
BE KA VH I &

LR EHC 165 4] DR &E 59 i 59 HR Ay 358 58 14 B IR
g P A0 9 Ji5 955 48 ( NPDR ) , f1% NPDR %2 )% 18 i 18 fR
NPDR " 21 41 21 R ,NPDR EEJF 20 4] 20 R , 106 5] 106
I Sy 348 B P AR P s 1 0 0 JIES5 4% ( PDR) , e 87 5] 87 HR
KM VH, KA N 82.1% 5 J6 VH 4181 VH 4L [H] 4F i | i
4515 &P 2SI B (FPG) MK IML2T # F (HbAlc) |
HA=EE(TG) MHFEEE(TC) (% BEAGE H (HDL) fiR%
JEN 1 (LDL) MALEF (CRE) HAA 22 5+ (P<0.05) 5 LA
JERA VH RIS & 2 Z N Logistic M 45 3 R
HbAlc J2& VH KA il 7 fa s 2 (P<0. 05) ,HDL J& VH
KA ST AR IR Z (P<0.05)

Z5i% . HbAlc A1 HDL J& 5200 DR 5% % 48 VH i3S A ¢
PRIZE I A v g ™4 7 il 1A 1 it Al , 9807 DR J& 7 VH
HJLE,

SRR - 2 B DR o5 0 I R 72 5 3 I AR RRLIML 5 A5 B PR 2R
WL ML s R A
DOI:10.3980/j.issn.1672-5123.2019.9.35

Risk factors of vitreous hemorrhage in type
2 diabetic retinopathy

Qing Liu, Chao Ning, Jie — Ling Yang, Xiao -
Ding Yue

Medical College of Xijing University, Xi’an 710000, Shaanxi
Province, China

Correspondence to:Qing Liu. Medical College of Xijing University,
Xi’an 710000, Shaanxi Province, China. ztjfd3@ 163.com

Received :2019-02-24 Accepted :2019-08-12

1594

Abstract

¢ AIM: To analyze the risk factors affecting the occurrence
of vitreous hemorrhage ( VH) in type 2 diabetic
retinopathy (DR).

e METHODS: The clinical data of 165 patients with DR
admitted to the hospital from November 2016 to
November 2018 were retrospectively analyzed. Multivariate
Logistic regression was performed to analyze independent
relevant factors of VH occurrence in patients with DR.

¢ RESULTS.: Totally 165 patients with DR, 59 cases (59
eyes ) with non - proliferative diabetic retinopathy
(NPDR), including 18 cases (18 eyes) with mild NPDR,
21 cases (21 eyes) with moderate NPDR and 20 cases (20
eyes) with severe NPDR. And there were 106 cases (106
eyes ) with proliferative diabetic retinopathy ( PDR).
Among them, there were 87 cases (87 eyes) with VH,
and the incidence rate was 82.1%. There were significant
differences in age, systolic blood pressure, diastolic
blood pressure, fasting plasma glucose ( FPG ),
glycosylated hemoglobin ( HbAlc), triglyceride (TG),
cholesterol (TC), high density lipoprotein ( HDL), low
density lipoprotein (LDL) and creatinine (CRE) between
non- VH group and VH group ( P<0.05). Taking the
presence or absence of VH as dependent variable,
multivariate Logistic analysis showed that HbA1c was an
independent risk factor for occurrence of VH ( P<0.05),
and HDL was an independent protective factor for
occurrence of VH ( P<0.05).

e CONCLUSION: HbAlc and HDL are independent
relevant factors influencing the occurrence of VH in
patients with DR. In clinical practice, blood glucose and
lipids should be strictly controlled to reduce the
probability of DR progression to VH.
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*1 DRALE VHBRRERSSH

i H JC VH 4 (n=178) VH 4 (n=87) X? P
PN (2, ) 30/48 43/44 2. 004 0. 157
RS (X£S %) 65. 11%9. 37 57.85+9. 03 5. 065 <0. 001
FERL(XES ., a) 10. 52+6. 54 11.73+7. 41 1.107 0.270
WA (B, % ) 68(87.18) 70( 80. 46) 1.357 0. 244
PRI (5, %) 62(79.49) 73(83.91) 0. 540 0. 462
W45 FE (X £S , mmHg) 141. 36+22. 37 150. 28+20. 30 2. 685 0. 008
&Pk (XS, mmHg) 75.48+11. 39 83.29+10. 63 4.555 <0. 001
FPG(X%S ,mmol/L) 8.53+2. 81 10. 35+4. 33 3.162 0. 002
2hPG (XS, mmol/L) 14.15+3. 88 14.20+3. 92 0.082 0.935
HbAlc(X%£S,%) 7.48x1.02 8.62x1. 55 5.512 <0. 001
TG(X%S,mmol/L) 1. 70+0. 78 2.19+0.97 3.549 0. 001
TC(X%S, mmol/L) 5.42+1.47 5.95+1.50 2.287 0. 024
HDL(X%S , mmol/L) 1. 16x0. 41 0. 84+0. 34 5.477 <0. 001
LDL(X %S, mmol/L) 2.40+0. 79 2.77+0. 84 2.905 0. 004
UREA (XS, mmol/L) 7.1423.24 8.27+4. 88 1.731 0. 085
CRE(X %S, umol/L) 92.71+31.29 124. 38+43. 21 5.228 <0.001
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KA B R R A HrAR D STt ASBIFE I 23 B i
IR0 DR HBRH IR R BERL, X DR 4k % VH B fE R K &
AT AT, BRI R
1 &M%
1.1 %% ZEHL2016-11/2018-11 WA 165 Bil DR %
i PRGEREZEAT [ BRE 20 B, 4F % 34 ~ 80 (PP 62. 11+
10.47) % JFE 2 ~21 (F 34 10.87+7.93) a, W 4H 138 i,
R 135 i, GAABRIE: (1) 50 2 BUREIRAR ; (2) 1
54 DRIZIIFRAES 5 (3) 2o BB AR A 20 (0L AR 95 28 —
BB ) o HEBRARME (1) JEBE R R 5 R A 02 P
O HERE TR B 5 (2) BA MRS s 5 (3) My BE IR AL
BRI A O EIR A A AR 5 (4) 1 BOBEIR WG, RE Y
UG [F) & A F R AR B D1 et m] 2
1.2/A%  T#FTA DR B F RN L, O 47 IR B
A AR ERIR SO A A A IR FTT A A AR AR A
A HRJEA A 4 455 N R 901G 3R MR VG 1ML A8 36 38 AR A
o IR B AR A, X DRIHSA TV, . &/E VH
B 8T IR, Giit DR BEH TR (M A RS )
FA ARG e 5t (A A L il B AR 48 A L DR
BPRAE) o A debRibbrbrifi: (1) 25 i LA (fasting blood
glucose ,FPG ) < 7. 8mmol/L; (2) & J5 2h 1ML #% (2 hour
postprandial blood glucose ,2hPG) <10. Ommol/L; ( 3) #E{k Il
2125 1 ( glycosylated hemoglobin, HbAlc) <7.0% ; (4) H i
g (triglyceride, TG ) < 1. Smmol/L; (5) s JH [& F ( total
cholesterol , TC ) < 4. Smmol/L; (6) & % & 8 # M ( high
density lipoprotein, HDL) >1. Ommol/L; ( 7) /K % £ i5 & H
(low density lipoprotein, LDL) <2. 6mmol/L,
Bt 2# 4307 0 FH SPSS 22. 0 B #eAT 8810, 1E
O RY TR GOR L B bR o 22 R OR | PRI LR
MSTREAS ¢ K30 THECEUE L E 0 % (%) R, AL LR

KHAXKIE . DR &4 VH A Gl R Z a0 R 2 R
2 Logistic [IHBH] . P<0.05 HEFALG 55X, 1N
XU 565
2R
2.1 DR BFEARER BEHL 165 7] DR B35 T, 5 73 il
(44.2%) , % 92 5] (55.8%) ; 4F- 4% 34 ~ 80 (*F-44 62. 11 +
10.47) % FFE 2~21 (°F45 10. 87+7. 93) a; FPG 447K F
9. 75+4. 86mmol/ L, iAFR% A 18. 8% (31/165) ,2hPG -
BIKSEN 14, 17+4. 12mmol/ L, 555 K 18. 2% (30/165) ,
HbAlc FHKFH 8. 13% +1. 87% , iEHR3 N 19. 4% (32/
165) ; %4 TG /K F K 1.97 + 0. 83mmol/L, ik i3 F N
32.7%(54/165) , -] TC /K- 5. 72+1. S4mmol/ L, ik b5
FoN 21.2%(35/165) ,“F-3) HDL 7KF-4 0. 98+0. 51mmol/L,
SR N 43.6% (72/165) , F- 3 LDL /K F N 2.63 +
0. 90mmol/ L, iE45R %k 48. 5% (80/165)
2.2DREBETERER VHREBRSH DR HH |
59 HR Ay FF 344 % 1008 PR 95 1 W0 ) %955 22 ( nonproliferative
diabetic retinopathy , NPDR) , 106 RR Sk 33 5 3148 i s 4 40
BRI AE ( proliferative diabetic retinopathy, PDR) , H:+ 87 IR
KA VH, KAR N 82.1%,
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B FEFE WM K 2h PG FIl UREA 48, 22 R 0S8
B X (P>0.05) ¥ W48 & &5k R FPG TG\ TC \HDL,
LDL 1 CRE H#, 2R A 5 i2#5 L (P<0.05) L& 1,
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B(REA VH=0, %4 VH=1) K0 Bl 200 H i
HEE A H AR, R B PR &, 72 W E
Logistic B8, 2 R IRAE LR 2, SR ExR,
HbAlc J& VH &A=l 37 fa i 2 (P<0. 05) ,HDL /& VH
RS AR IR (P<0.05) , 1L 3,
3itie
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A hE RAE

R (%) <60=0,=60=1

W45 = (mmHg) <140=0,=140=1

& 9K (mmHg) <90=0,=90=1

FPG( mmol/L) <7.8=0,=7.8=1

HbAlc(%) <7=0,=7=1

TG ( mmol/L) <1.7=0,=1.7=1

TC(mmol/L) <5.7=0,=5.7=1

HDL( mmol/L) <0.7=0,=0.7=1

LDL( mmol/L) <3.12=0,=3.12=1

CRE( wmol/L) <106=0,=106=1

%3 DREZE VHHIZEZESH

Ak B SE Wald X* OR 95%CI P
(%) 0.132 0. 098 1. 814 1. 141 0.942~1.383 0.225
Wi 45 FE ( mmHg) 0.152 0. 148 1. 055 1.164 0.871~1.556 0. 305
&9 (mmHg) 0.201 0.125 2.586 1.223 0.957~1.562 0.109
FPG( mmol/L) 0.184 0.175 1. 106 1.202 0.853~1. 694 0.294
HbAlc(%) 0. 262 0. 087 9. 069 1. 300 1.096~ 1. 541 0. 003
TG (mmol/L) 0. 884 0. 541 2.670 2.421 0. 838~6. 989 0.103
TC( mmol/L) 0.750 0.578 1. 684 2.117 0. 682~6.572 0.195
HDL( mmol/L) -1.637 0. 604 7.346 0.195 0.06~0. 636 0. 007
LDL( mmol/L) 1.245 1.034 1. 450 3.473 0. 458 ~26. 355 0.317
CRE( wmol/L) 0. 662 1.034 0.410 1.939 0.255~14.712 0.522
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b, AT BES DR 8 VH A 0 BT AT G060 —
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74307, 45 5 % 98 HbAlc #1 HDL & 51# VH & 4= Byt 57
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