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[ Abstract] Objective To investigate the correlation between ApoB/ApoAl and vitreous hemorrhage ( VH ) secondary to
diabetic retinopathy ( DR ) . Methods 187 patients with DR from August 2021 to December 2022 were recruited and divided into VH
(n=96 ) and non-VH groups (n=91 ) . Baseline data were compared between two groups. The risk factors of VH secondary to DR were
analyzed by Logistic regression analysis. Results There were no significant differences in age, gender, course of disease, body mass
index ( BMI ), history of hypertension, smoking and drinking between two groups (all P > 0.05) . In the VH group, fasting plasma
glucose ( FPG ), glycosylated hemoglobin A,.( HbA,. ), total cholesterol (TC ), high-density lipoprotein cholesterol ( HDL-C ), low-
density lipoprotein cholesterol ( LDL-C ), ApoB/ApoA1 and FIBrinogen ( FIB ) were significantly higher compared with those in the non-
VH group, and the differences were statistically significant (all P < 0.05 ), while there were no significant differences in TG, APTT,
PT and TT between two groups (all P > 0.05) . HbA,. (OR=1.438 (1.179-1.864 )), ApoB/ApoAl ( OR=25.274 (5.699~112.092 ))
and FIB (OR=1.471 ( 1.022~2.118 ) ) were the risk factors for VH (all P < 0.05 ) . Conclusions HbA,., ApoB/ApoAl and FIB are
closely related to VH. Monitoring blood glucose, lipid and coagulation and timely intervention can delay the progression of DR and
reduce the incidence of VH.

[ Key words ]  ApoB/ApoAl; Diabetic retinopathy; Vitreous hemorrhage; Blood glucose; Blood lipid; Coagulation

W PRS2 — Rl A P e I A A, [l el
FEAERRAC 2L, AT i R AR S D) RE B S il 4
i, BERAGILM RS (DR) &I AAEZ
—, JUEEWRE 40 2 LN EARE L BEE
DR i E i, ok 19 A0 I Il ok 445 I P A 10045l
A, MRS ASEERE, RZASEEERIL (VH),

FEETUH . PUNA DAMRZ D S EERHEIE (20P)294)
PEH BN 614000 SRil, PUINAE AR LA R BEMRFY
WEVEE, B, E-mail: binchen9896@163.com

L 2R, R S A B

FIAT, VH AP R e eig 4, prssR ]
R MAEXT DR AR A K A B OCH Z MR, I
Hr, FEE I B/ BB H AL (ApoB/ApoAl) 5
DR & REEVIAHIC, JF H AR 30 K 1695 DME
(W E ZHE PR, T DR B B/ MREESE . Bk



740 BEF

2023 ££10 HEE 54 555 101

S, ATAEM T DROGRFERARE . BRUERAEL, &
AL/ IREESE , BEIMLDIREZ B0, e FRAT T4
I VH i 4 R R B S R B ThREA
SRIMARTICT VH B A SRS . BRIl DhREE =
AT i BN, IR TOR VH 88 R IR |
BEMAEbR 5AE VH BEATRILE, PRITIZZE46F51E DR
B PR RE L TR VH G R Sk
W, Wb VH SHERIIRHER, IR VH 1
PRI AP, SHRIAST Ik, SEZE DR e
&, fm A paE

XMEE5TE

—. MREH

[P S3HT 2021 4F 8 H 2 2022 4F 12 Atz T
SR AR EERERY DR B E, BEASE AR A
Tk, BRI A A 10 A5 S, TEE 180 14,
IRASEBRA 187 5], b 55 101 . 22 86 141l 4h
ABRE: 2B 2 BB R RO R IR
FOLEIMEERE (FFA) 45 BH012 N AE L5 s R
S 8 I A5 2% (NPDR ) B33 5 S04 DR s 400 19X g
% (PDR), UIR DR ™82 B A GH, LIk As ™
A UE; AR 40~65 & . HERRARIE: TR FHR%
N, PusE. WY, GIFeB " ERN . R
SRS AE VH, 7028 VHA (96 49]) FdE VH
ZH (91 4, % NPDR 1 PDR H# ). AW REE
BEfCHIZ it (HILS: LYLL[2023 JKY034 ),
FEER G R

. MEIER

S 5iE sk DR BFAERS . M. BMIL WA
PR MRS S AR A (FBG ). BEERIRE
FE . MLARAHSCFE AR [ H b = Fg (TG ). &R [ i

(TC)., HDL-C. LDL-C. ApoB/ApoAl ], ¥E Ifii VU
T [ ofi 2 258 I Al BRERE [R] (P ), 36 A4 i 1% i
BE] CAPTT ), MLIE£F4EE )5 (FIB ). BE il BT
[E (TT) ],

=. Git#aE

I SPSS 22. 0 HEATHLT M, S MERORME &
BT, WAE  s5, 7250 AL BRI ¢
K, J7 22 ANSFIRALIA] URCR AL ¢ K. S e
BORHAG (%) Fom, I ILECR L i, R
H Logistic 815 ( 1 J5 & 24k ) 43 #7 DR 4k & VH
FIERIRE, P<0.05 FRESAGIHE L.

# R

—. VH Z53F VH 42 DR EEERERILE

W4 RS4RI R (54.05+6.50) %, dE
VH 41 *f NPDR 52 {4, PDR 39 ff], NPDR 5 PDR
B HEARE 22 5 g 2 L, g — AR
VHA, 5 VHAH#H 70 kbE. VH 4 59E VH
HAITER] . AR L. BMIL WRAR . . i
R RIS FE L (P> 0.05). VH EH
FBG. HbA, & TAEVHEH (P#<0.05), W& 1.

Z. VH /A53E VH /A DR 2&E MASTEFRAILLE:

VH 4 1 TC. HDL-C. LDL-C Jz ApoB/ApoAl
KR VH i, 2R BEASIEE L (P
¥ <0.05), MM4N TC ZR LGB (P>
0.05), W2,

=. VH £A53E VH 4 DR £ % mistRaItLE:
VH 20 59E VH 41 18] FIB Z R A S it & XL
(P<0.05), T PT. APTT. TT 2R LGt = X

&1 DR EBEEREHE

s VH 4 (96 ] ) dEVH 4 (91 fi) Yo P
a7 (B2 48/48 53/38 1.278 0.258
Ty 1 53.65 + 6.48 54.48 + 6.53 -0.880 0.380
R R /AR 10.48 £ 6.13 10.34 + 6.46 0.150 0.881
BMI/ ( kg/m*) 24.33+2.79 24.10 +2.59 0.591 0.555
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