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Treatment modalities and visual prognosis of
polypoidal choroidal vasculopathy with
breakthrough vitreous hemorrhage
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Abstract Polypoid choroidal vasculopathy (PCV) is a common fundus blinding disease in Asians. When PCV is associated
with subretinal hemorrhage or vitreous hemorrhage (VH), patient's visual acuity decreases suddenly and the

visual prognosis varies greatly. There are few relevant literatures focusing on VH secondary to PCV, so it is of
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great clinical significance to study and clarify the treatment methods and prognosis of VH secondary to PCV.
At present, surgical intervention is often selected in clinical practice. Vitrectomy is the most commonly selected
surgical procedure in clinical practice. The other treatment modalities include intravitreal injection of anti-
vascular endothelial growth factor (VEGF), intraocular gas or silicone oil filling, intraocular injection of tissue
plasminogen activator (tPA) and photodynamic therapy. The prognostic determinant of visual acuity in PCV
patients with VH is the degree of preservation of macular visual function. The prognostic is also related to age,
preoperative visual acuity, PCV lesion location, amount of subretinal hemorrhage, extent of retinal detachment,
baseline central macular thickness (CMT), postoperative complications and retinal scars. Recent studies also find
that the prognosis of visual acuity is related to single nucleotide polymorphisms. This article reviews the clinical
characteristics, treatment and visual prognosis of PCV associated with VH.

polypoid choroidal vasculopathy; submacular hemorrhage; vitreous hemorrhage; surgical treatment; prognosis;
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SRR Dk &% JIE 1ML 48795 22 (polypoidal choroidal
vasculopathy, PCV)# T 19824F Hi Yannuzzi i X
i, 19904 F IE R R, MK XA AFIR Y |
PABEBE DAL I (0 3R B B SRR S &2 I8 Ok
A PR HIR JER 5 5 il 44 R R A P TG TR AR ik &4 B8 I 4
A% (idiopathic polypoidal choroidal vasculopathy,
IPCV)MO 1M JG #E 19994, Yannuzziggf[z]%ﬂj%ﬂi%
CHERAET — 5% A 44 B PALAR K 2% R I

1 Il R =

1.1 PCV & H IR R M AT IE R =
PCVRIRHA W& K2 51k, WERTAH
[N 7 NG R C ¥ SN s 2 Rl o 3
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(pigment epithelial detachment, PED), fifi i}l % i
{8 % [ 7 )2 (retinal pigment epithelium, RPE)FI
P RO A0 ARV . AR, SBUTE L
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degeneration, AMD)A[A], #8/FPCVEH 234k &
}ﬁf%wzlxiqml(vitreous hemorrhage, VH), PCVE T
VHIR R F19854F Hi Kleinerdftifi, PCVIRH P4
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FEZEBRFE i ik 4% TS ot 45 A0 40 5 A L 37 3 ) 2 AR
S FRPEM 2L wuZE 58 T 1206PC VA
IS MH 25 B4 385 4 Ji P 1 S5 4 40 2F 9% T L 38305 5+
(tissue plasminogen activator, tPA)7HI4= 3N bt <
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(best corrected visual acuity, BCVA)# AR HH i
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BBV AR N e e (1 2B w0 o U
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fig A, AR . 20154F, Kimura5 4
PCV4E & SMH1SIRFTPPV , A1 M 5 R 14 54 000 TU
tPASC M, ARIEA S LN B 2 I LA T3¢
BAKENPIVEGRIRYT , ARJ5 1SHRSMHY M) H
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PifyA311.3 pm(P=0.026)

PSRN S P VEGE R PCVIRYF 1Y H % T
B, MPCV4k L VHAEL, BEESIR N ESPIVEGE
W TR BNGIT . PPVEEA tPA N SR IE 783897
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2.4 SKIERE

19964F , Heriot 1 XX PCV H 3 HE1T 3 55 44 s
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FRIREMY . SRR Z H FPCVA LML T 3
P o R O I S B, O X T R o, 2 [ L
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RS FE L T SMH K A J5 1948 hi .

3 fila

3.1 IR

SRSk, PCVAL ) S AR . Cheung
2 U7 7 U M X BIFY T 3240 R 2 1R YT I PCV IR 3%
) SRR, FIBE I R R Ss9.9 A, B
Ja—WKBEVT, 62.5%M) B H M %, mPCVE I
VHE B U H AR & IR VHEBR S RS 8 2%
PCVAIFVHEE W HiUG Z 40 . RETR T .
PCVIRAE AL . A BT s ofi e . 49 P 5 i 3 v
Bl LB BEPOERE | B IR S I & E L
TS 75T R 9 RS R 5 DX i 4 W U
O E A E N E BRI I R,
HEHE X TG WA, TR S AT S AR R A
S LA D T i A PR AL B R BB, A
B TR, O PCVAIFVHEBREITPPVARG
A KR VH™ A% L B 25T 0.05.

3.2 EEFEER
IR0 AHSC R T T PR 3% B AT B A Bk
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WPE, AT BR B BRI ST R 4
TR OGN 2 LU BA G 2r 78 g b,
¥ 15 2 22 5% (single nucleotide polymorphisms,
SNP) 7 Tl PCV R 4k & VH XU T2 B K A ) 1
J5i 77 T 5 B B O AT 5 . Sakurada®E U
Hr TPCVEEFHLOC387715(rs=10490924) 1) K& [
LA, KMSHAEMAE T (GG)MIL, TT4
& TPCVEIR G & H.44%, MTGAE FPCV
U KU 2 H4.0f% . PCVAk REVHA FIPCV A 4k
KVHATE R B 4] 5 S R E 22 57, X4
7 3 PRAG: I 8 F Tl T B P C v R 4k & VH IR
BREE . PCVAE A VHA FMPCV AL ZVHATE
LOC3877 15/ s Y 3 R AU SR A7 76 I % 2 5,
TTH KR AEVHA P 88.9%, fEIEVHAL H
37.0%, VHZ M) T A 35 F R B & TIEVH
20U, HTRAI rs11200638% i SL A & 3 VHIY
PCV B A ASE 3 R | T A VHIIPCV
R I DRG0 B A i FH T N R
TErs11200638H, GGIHEKI AL (1) F-¥BC VAL T
AAFIAGHEF AL B9 BC VA, JE RS Iy
X PCVIY KR HLE], $24t T J5 . LOC38771S
mRNA % i (4 85 [ 8 7 T OB R AN, A5
FL TR WA T BB X £k AR T RE P AR S R, X 0] BB AE
PCV I & ML e F 2R 1 Y HTRA T H 4
fith 22 2 R 2 11 Tl 1 R B 1 il X R I, R T HE Y
KIRHLE ST 4 R B AR R A B,
B4 M A1 F S5 I i 0 3 o, T 1 RS Pk 4% 0l A5
B 25T JonesZE MR I . HTRALEE JEP /N LEL
AWK RS S W B AR AR Il A R 2

JEEIBEEFEPCVISRE &S, XRMAHTRALM T F A
Al RS ipCV,
4 ZiE

RILEENH TPCVA I VHINIG KRR & . IR
Pk K Wi)E . PCVARREVHIEM I B N %, H
PPV 2k EEMIRIT r ik, ReA R & B E 0
J1, BEHANRE, HPPVAR G S 5 VHRATH
LEHA &R R, Hsr B a5y . 2 &
PEH I . PR . AT L . 4k R PR OB IR I
KAE, R BUG 22, WA kA B 45 1Y 7 ik
LRI PCVE R IEE, REPCVAIFVHEER
A5 o

FF AR EN = B

ASCHE HF AR I ZF AT PR (Creative
Commons), FRVFH = H P HIEE 2 (BY)-JE R
PEM ] (NC) -2 || 1828 (ND) (CC BY-NC-ND) 1) )5 =t
ez RV ARVRSE =5 AR T A R SCE AT A A
RAT . VS R ek 7T REEGE I AE R R 2 n)
INSARAGRE , (HAE K S o R R B AR B A
R TR B 0 . AT EEEQE . RN
E5E . https://creativecommons.org/licenses/by-nc-
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