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Abstract

e In recent years, considerable progress has been made
in the study of glaucoma, especially primary open angle
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glaucoma (POAG). A series of POAG genes has been
identified through genetic linkage analysis and genome -
wide association studies ( GWAS ), which significantly
advanced the study of glaucoma genetics. The latest
perspective suggests that glaucoma is a disease of the
central nervous system (CNS). A large number of basic
clinical studies have demonstrated the close association
between CNS disease and glaucoma. Among these
studies, discoveries related to genetics are of prominence.
e KEYWORDS: primary open angle glaucoma; central
nervous system; genetic linkage analysis; genome-wide
association studies; OPTN; TBK1; ATXN2

Citation: Wang AJ, Zhang X. Advances in the study of POAG -
related genes and central nervous system diseases. Guoji Yanke Zazhi

(Int Eye Sci) 2021;21(3) :436-441

03ls

OGRS — i 2B AT |, I R 3R B A i
38 11T 87 P 22 s AL B R P SR 2 AN AT 30350 1Y
FEJFEEAEY ) JE K I AR E R (primary open angle
glaucoma, POAG) 2 5 75 JEHR 1 60% ~70% , A I i A 52
ST G TR R I B R 3L i o A
4 FEH 2H B33 ( genome—wide association study , GWAS)
S35 T POAG M BF5E LK, IR 5 ik B 208 T K
POAG HHOCHE PRI XS B A 7 5, 5 R, Bt G 52185
R K R i T OCHR TF IR A S a2 rh A i 28 &
4t ( central nervous system,CNS)ﬁﬁE@*ﬁ%@ﬂo R
W, 5 DY HIR £ 25 7 400 T B 2215 4 ( RGCs ) 28 Rl e
LB Jo 14 7 A AL 6 347 b B B A T R B 9 DI R
SRE SR ) g i ok 2R FE 2 Gl 3] T CNS B L X
SR 2 AR AT G L L 25 G N 2% R Ak
(ALS) BB 2R (FTD) (Bl JR I B (AD) | 5 2213t
5 (HD) (714 2R LG (PD ) FIVA /NI PE L35 6 38 (SCA)
S RN 2R TR A F L R, 57 POAG A G
KL 5 CNS %59 1Y I56 228 % 5 G IR & — P CNS #2957
AV R SR AL SR . A SORE A 21 A POAG AHOCHE
K Je 5 CNS S Z MR &R
1 POAG Wi fEEB S
1.1 BEESS TN AR SS90t & —Fh 5
TREM T L5 AHICHK F R e R B OG5 £ 14
DX 7k, 5N o R AR s st % T e s 1
R JEE X POAG R AR BL BT A8 E T — %
G HE T IR GLCIA 4l % GLCIP, %7 ik ik
th i) POAG # ¢ % A 42§ MYOC, CYP1B1, WDR36,
OPTN TBK1 D) K & iy —SE g s FE A
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F1 8L GWAS #ER POAG HHXEE

PR N VA AHOCHE A POAG MK HZE S R
Tq31.1/7q31.2 CAV1/CAV2 HTG [21]
9p21.3 CDKN2B-AS1 NTG ; B8] POAG [22-23]
22q11.2 TXNRD2 POAG [23)]
14¢23.1 SIX6 HTG;POAG [22-23]
12q24.1 ATXN2 POAG [23]
1q24.1 TMCOI HTG [25-26]
6p25.3 FOXC1 POAG [23]
6p25.3 GMDS Wi POAG [24]
4pl6.1 AFAPI1 POAG [23-24]
9q31.1 ABCA1 POAG;NTG; HTG [24,27]
17p13.1 GAS7 POAG [27]

L HTG B HR R ME T JEHR s NTG ; 1E % BR R Y6HR ; POAG . JR & P £ A B R |

12 BIEEP O THENERMMA MYOC J2 Stone
RIS 1A POAG BUs 3 [H, 1% 3 [H 7 T 3 Bl A7 A5
GLCIA, MYOC 2 85% /28 A5 J& A T5% 3 A i+ 1 X
ZRAZ, MYOC (2R 8L 5 F /AR B 5 kPR TF A B 75Ol
% (juvenile open angle glaucoma, JOAG) A "' Tifi T
FEAIAT I GLC3A 9 CYP1B1 Mk Stoilov 25 i i My 2 I
RV RMEFOCIR A BOR N . Kaur %7 % B CYP1B1
Yok MYOC By &4 4 AT MYOC 55 CYP1B1 AHEAEH,
{H MYOC 1 CYP1B1 WAHEAEH 5 POAG K Jw LI Z 1]
FIEE R Z Bt

WDR36 J& fif T % 8 i 5 GLC1G ) POAG i 3
BT BARTE Y 6% ) POAG BB P il i T 4 4~
WDR36 2875 (N355S , A449T \R529Q FI D658G) ", {H 3 £
RAFMAFAE TR A2 108 1, iX 14 WDR36 #E POAG 1
FFE 32 B F 56, Liu % 7856 T WDR36 HJ Meta 4347
HLAE ST T POAG % 5 AN AR, Rk
T WDR36 7E POAG & A= " 1 FI ) 5 22 4% B 45 A7 7E
4y,

OPTN i .1 Sarfarazi %5 E 67 T BN 5 GLCIE,
TRFE D gt — PPz R 45 A0 A W AZ AR B H Optineurin,,
OPTN ZRA8 2 9 & BL 5 1E # IR M YGHR ( normal tension
glaucoma, NTG) A EH I &R, H Ay & 81 € A9 OPTN & 7%
DL ESOK 55 LA f M H WL X R AE 2 5 DNA 455 &
P R Ak, nT X OPTN T i i vk S s ', ESOK
ZAFAE NTG H A9 /E FH i AS 58 42 3 4, Shim 251 & 1
ES0K 27838 i e A8 Bax 38 [ AR B) ) 225 R AR
o gt R 1) WA T B, 3] B 2 HL 33U POAG 1 EE B AL
TBKI1 {7 T3 B 7 5 GLC1P, 171 5t 2 5 22 B R/ 7 2 IR I
fit} . TBK1 KPR 45 DUAE S5 (CNVs) # & B0 AT LLsd i [
Wk 8 S B R E R EPE NTG, OPTN 5 TBK1 fE£FhA:
T e A7 2 VIR 28, 4 2 9 FH B A FH AT 38R 40 i A
W, 1Ak B 23k ESOK W AT LL3E 5% OPTN 5 TBKI1 (%4 &
FEF™ , OPTN B TBK1 128 48 WA k2 S 80 A Wi 5
TG LA SN AT 535 19 RGCs BN 3% g G IR & A= $2 44t
T —FRHLHENN RIS, OPTN F1 TBK1 %8745 5 CNS #5962
JE) P S Rt R R 2 AF IR 4
13EHERFEHSTHENERMSA  NTF4 {7 T %81

£ 55 GLC10, F4R Pasutto 25V 7E 1.7% IR POAG
TR T 74 NTF4 45 5878 (B H B Hb X i 52 1 oK
B X — 45 B, 1L20RB i T 3% 8 {7 & GLCIC, Keller
EUTHE— AN K POAG F 5 & B TL20RB A9 1 S50
T104M Z&74% W53 T104M 227548 7] GBI o 52 1L-20
5530 I SR B CIRAY & ASB10 o7 T 3% 4l
£ 15 GLC1F , TNF-a Fl IL— 1o I /)N 4% [ 448 Jfi v ASB10
M35 S T ASBI0 76 5 R th A9 /E ', EFEMP1 {3
TFHEBA A GLCIH, EFEMP1 M fERAS-F 3k POAG (Al fiE
ML 5 o RS 25 A4 Ty 8 22 404 | A o I o7 38 e P B8 5 38
FIANAET=">", H EFEMP1 5825 5 00 28 11 400 455 i ROk
DR,

2 POAG M= ERAXEHR

2.1 GWAS BB BH#ER  GWAS LAVAT = st 1T
VA FE P 5 AT i S I PR 9 A0 2 15 A A 3 QK
PEAESR , GWAS 78 X &2 2% P 5 05 1 F 5% wp BUAS 1 3% 3k
&, HIZEs T POAG BFFE LIk B g % & s +4
POAG FHOCIER , ELASI H () 6 RV BCE AT #E T

2.2 GWAS HEMRKBEERE A Liu %5° X} GWAS
W2 1) POAG FHOCEE AT RGN B4, 3R 1 51 T
Boh ¥R N, 3 CAVIZCAV2PY | CDKN2B -
AS172) S1X6!™ ) TXNRD2!®! | ATXN2'* | FOXC1'#' |
GMDS™' | TMCO1'®™ ABCAI1™?  AFAP1'™>™
GAS7'”", Youngblood %" 3 i Xt 4 Bk 22 #b 22 Fh ik 1) BF
FE SGH & BT 30 Flt POAG AHIG ) B 1T R 22 A5 1 (single
nucleotide polymorphism, SNP ) , i E Kk GWAS 78
POAG STk AF 52 8 71, RIS ATXN2 7E—2E CNS g H
T HEVE T, AT AT A B 37 F OGRS CNS SR 7E s %
22 ABCR

3 POAG f8XEF 5 CNS &M EL R

3.1 OPTN 5 TBK1

311 EBMEMBEE  NZEDE MR EEAAE (ALS) & —
20 PR AR TR R R 838 st i 2 e A TR T B A Y
FZR AT R, ik 10% 1) ALS i HA ALS Kk
s, R WIZHE AL RRAE . 30 ALS 19 OPTN 2875
FH Maruyama %m:ﬁfﬂ,ﬁﬁ%%% ALS HJ OPTN %745
FIREEA BN . FE AR OPTN [y N—2K Ui X 3]
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LRI 2] 5 A48 AR o 5 ALS FHOCH) R96L €745 Af
T4 OPTN fOZE B AR A 8 OPTN 5 HoAth 45 & 14 il 4 T A
FH AL AR ESOK 76 A H A 4 72N 5 POAG AHOG;
OPTN Ay C - ¥ X 3 55 ALS % 81 1Y 28 28 AL 5 5 XL e A8
Q454E \E478G LI R T2 28 Q398X Kl 2 B ik LL 58 A8
AT 5 B IR OPTN UBAN &5 A4 38§ (19 3 BE , 3 Wi 52 i
OPTN 5 A RE B8P [ W A2 Y, Minegishi 25 Ik K
280 ALS AHOCHY OPTN 28748 J& P Ry ik = 12 2 45 4 e 1)
C-Auf X3, L OPTN H i) ALS 2278 - 512 K45 &
Bt S D EAT 9. McCauley %5 BFF 5% U & W] OPTN %€
AT B A Bl AR 4 By RN 28 98 1 5 I S e e R 1 —
¥ T OPTN AR FE ALS MHLHIBFSR

(HASVE R &, Swarup % & B OPTN 5878 HAF —
SE AR M, AEAnEEE IR, HOBIRA DG4 ESOK
MOSK S BEFMEES RGCs AT 1 ALS FHC5AE E478G
N Sz sh i L oeREAAE T H R 5 S RGCs FET-,
Bk i3, OPTN 15 YEHRAH G IR AE I ALS FH R R AR Z
[T ORI, A 1 A9 A 248 (691_692InsAG)
Bl & IRIEET 5 NTG ™ T ALSPH AHG . BRI BRI H
H W NI 28  (HiX 48 POAG 5 ALS Z A 91X 2 7] fig
R, B ZR K OPTN A9 [A] — 28 42 ] fig T B0 G IR A
(5%) ALS &4

Cirulli 25 1 Freischmidt 25" #F 5% & 3iF ] TBK1 %t
FJE ALS BIEUR LA . 158 & B, TBK1 JEH 1 E696K 4%
SXGEAF N C—A I X IR A p.690-713 Bl 545 AT 41 1 FH
1k OPTN 5 TBK1 WAHEAE A , 3l 52w [ Wi sl 2 ki 4 3
WS 5 ALS By K4, A 4L Freischmidt 2877 gk — 342 Hy
ALS FHICH) TBK1 5 X 5848 AT S BURAR AR AN 2 DI 52
F W IIRE , 3% — WS 7E de Majo 2508 F5E b5 3] T HESS,
UEAh , TBK1 B2 500504 sl f1 2 s M4 4T R
5 ALS B A & 1 4l iU

PR T AN, TE 82 5 R AH SC D RE R A5 9 OPTN 28
AF ISR TBK1 5 OPTN AHEAE Y TBK1 28748 | 4
HRAF ] 5 2R AT I R BE A G OPTN K A
Wi 547 225y 54 )hE
BA2EABAMFR AR (FTD) 1 Sy i 5 i A2
(FTLD) [l —Ffp 4350 | J&—Fh PR3 A B10) 3t (AR A7k
AR — G IR LA TR, 30% ~50% (1) FTD & H =
A3 S5 JE BRI AR I B R L B A AL
OPTN Z€48 7€ FTD i VE F H 1l i A2 78 4 10, 78 — T %
104 B EcAT 2 sh AP 220052 B FTD & h e 4.8% 1)
B HA OPTN Al TBK1 2878 i 55— %t 371 4] FTD
HE T B9 56 0 JE L A4S T 2] OPTN 28481 RAE
I, 7R OPTN ZE AR5 SR 52 i ik 1% 19 FTD /&
F Al Farhan 255 75 2 A ALS Fil FTD B9 5%
FREAR I E] OPTN 1 1 ASZFE LI p. Met468Arg 58745 | -4
HZ G AELE COorf72 Y3 B 1S (A4 F T 1 — 25 2 g
e Y (H i 2% A8 & 75 T DL B B 3K ALS B FTD 1 A

N=
g it

Pottier £ BF 55 i 58 T TBK1 28 4% /& FTLD - TDP
(FTLD f % WL B 95 B AU ) (455 UL IR, 9 & B0 5 30
OPTN £l TBK1 Zhfig k2 (1) 28 28 nl 38 1 52 e 2 11 o SR SE 52
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Wil OPTN/TBK1 i #% 75 CNS % (41 FTLD F1 ALS) b i1
PRI VER 546 ALS Th /R FIALHI 281, TBKT By B A% {4
AREATRER E TBKIL 16 [ W RN 4 28 42 0 v i T R 5 ) A
TBK1 i CCD2 2543l % ¥ % B 23 fiff TBK1 5 OPTN 9
AEAERZ M, S8 ALS/FTD kA7 B i A7 %38
FEAT AR SEAY FTD & o TBK1 Y p.11e334Thr 58 48 i 14
W2 RIE RS FTD-ALS i R & A

t T FTD 5 ALS & HLA 3[RV 78 2 s L 1 9 0 1%
) —43, OPTN 5 TBK1 7€ P 2 v AH T 19 B0 AL IF A
A N3 F, B 3.1.1 o POAG 5 ALS B9 R R
JEHR A 1T BB & F 31X AN B 1, OB iE— 2K HIE POAG 5
CNS BRI LR
BAIMRKBEBHMZETR  FI/R KM (AD) 1E
S — BT R 2R T B , L T B R AE S UE M A
BEH IR 25 JF 27 4 45 (NFT) . B AR ET POAG 5 AD
2 R A M 2 T B OPTN 5 TBK1 7 AD h
M RBU 43 A R, Liu % ¥6 AD f9 NFT IS A R
P2 KB T Optineurin, J42 1 T OPTN & 54
AR A A8 T R AR (R B AT a5 A 2 TR IE
W] OPTN 7E AD " YE ., & T TBKI, Verheijen %5 7E
£387 1 253 Bl AD( EOAD) B 3% 19 KR A B rp X &
L1 B TBKY 578 MAITIA X Al g HJE 1 A~ EA AD F
WgE AR B AR MR FTD #3%  TBK1 XF T EOAD A F| 5
YER. J5—Wiwkserh 1 S AA AD A TBK1 p.D534H
ZASTE 1 AN & B AD (LOAD) 5 v & 30, BIF 5% 4%
THFZBE AD 2 R N O A T B B =
TBK1 A5 5 AD & A X — W5 B § A7 76 40 i, {HE
A RIAIULEH TBK1 28748 1] BE 1 A I IR X 4 AD #1 FTD
(1 R, B FARSRAE7E TBK1 23745 5:30 AD (19 7] B, ik
T EAT AD R H AT TBKI J K 5838 5 A 415 2 A7 4
B,

AL (HD ) J& — Ff 7 e 1A 8 1 3t 4% 14 pf 2208
TR M, 200 B0 56 I A = o R
( Huntingtin, HTT ), Schwab LU B 9% % B OHD
Optineurin f7-7E T S A% FIAZ AL 22 4k 2 ) Optineurin
5 HTT WA EAE R T HE2 HD MIECRHLE . Li 27 g —
HAEB OPTN UBAN Z5#93k ()72 2 245 588 1 & OPTN 5
HTT-polyQ( polyQ proteins derived from human Huntingtin )
e R 2R (B H R B = UESEIER] OPTN 7€ HD
L 2= ER
B1A4MERKR WMATHFEC LU T M4 AR ICH
(PD) 5HECIRZ M AEL R, PD B[ POAG &M 3]
W BT, HESEBN NTG™ 78 PD H & 03 i -t
WEE] TR AR AL, 11 56 T POAG 55 PD By f4 22 Bk &
VLA SR AL AT BT & B, Lill 255 3E4T 9 GWAS BF 58 & BR,
OPTN Y75 G HR #H 3¢ 28 18 MOSK # & ¥ 2 PD Y 1 I (A
2 Lamb S5V HE 1) B R AR R 09 BB R ARG I B T
1 AN R TBKI1 2875 (p. E703X ), I T I 3% 2 75 25 i 3h
OPTN/TBK1 MJAH T AE H If 461 35 A WD fig, iX & B TBK1
KA ESE S ECIE A PD (RN, R T XL
PD 5 EHRA T — 2 1Y Ik, (AT i I R AT 75 i — 25
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3.2 ATXN2

321 EHEMBREHIE EFIHEHLT, ATXN2 4 X &
1A CAG T ¥ 5 M A 0 A Z W (PolyQ ) 4544
R AR 22~ 23 MR AR, AT RIT 51 (CAG)
8CAA(CAG)4CAA(CAG)8-9 %ifih, PolyQ &4t H4 3 11t s Bt
PIRT SRS E W ST RS, ATXN2 i P
LR CAG §7 R (Q27-33) > B 9l sE A ALS Y fE s A
F,H ALS % 89 XURS: Bl 45 (7 5 IR 3 420 5 4 50
Elden %7 &3 ATXN2 B P 2K Y JRAE SR ALS Y[H]
BHEEA TAR DNA Z55 8 (TDP-43) By 3, ¥ & 1Y
ATXN2 ¥ 55 5 TDP-43 454 3-& M TDP-43 f#dE, Lt
S 5PRI LA, Farg 5T FE ALS B T & B ATXN2
5 FUS(fused in sarcoma) 75 [ AU 3L A7, IFIE B P 45 K B
P J A ATXN2 ] DL 95 2 10 R0 B AR FH DL R A8 A FUS 19
JRFLVER . Lattante 457 BRI IE ATXN2 &K
5 506PE FTD-ALS 1 3540 5¢ i 4% iz i e vl LU #E A7
£ Corf72 ¥ REMHTHE T 7224 FTD RAW R KB, T
LI FTD 1 ALS A HF1E Y IIG PR £ BL, van Blitterswijk
SR S — TR I Fh L 3R ATXINS (b 45 K R ]
BEXTY B 1Y C9orf72 B MIE . 5 A W5 7E ALS FI
FTD F2If4 f 5 ol g 31 ATXN2 rh & g e 14 ] 4
T ERWAS . H ATXN2 §7 B IE AR S FTD 41
1SS | TDP-43 5 FUS J& ALS (9 R E80RH £,
C9orf72 W1 J& FTD By 3= ZEHOM N &, [ b ] DL I,
ATXN2 7E ALS-FTD Z i %5 B 22 (1) 2 1 o sl i3 1 &
B N Z VR, Rl ST 5 R & 4

32.2 BRI EFRE  HBE /ML KA
(SCA2) —Flr i Y (o A i M a8t 4% 19 di 3B 47 M W
ATXN2 1 CAG [P EE Y EHHE A SCA2 BB
JEPR ) (HE ALS ARIA], $3 SCA2 1Y CAG ¥ )75 &
K CAG B E WA £ ik 37~39 4>, Hil % JC CAA JF51 h
Wi, RERBON B2l CAG A KPR ATXN2 5
SCA2 WML L5 S 5 RNA AN T B AT AR A 8
T, ATXN2 R Jo A3 (1 85 M D B, 5 e 1 17 400 ok i v
BRASAG S W BB I A BN £ R L )
KB ATXN2 7E SCA2 B H MM ZURMAEA ATXN2 9 Jé )
ALS HEUR X 3 5, & A CUG 79 B 388 1 J S
W) ATXN2-AS HA #2851, WF 98 2 B ATXN2-AS
Al REA BY T SCA2 Fil ALS By & 4=,

AN A WFIEAE SCA2 SR T & B PD I F1ERE, 45
PEBER 4 PD 5 CAG 978 (Q33-43) K Monte
ETLE T PD 5 CAG K EZ [ M ah V1K & |, IF 45
H CAG ¥ BN CAA HIbT & H AT S £ 19 PD g%

ATXN2 K47 JBJE SCA2 LUK PD B8 RN, 16 &
ML RS C 8 B, 454 3.2.1 AT LUK B, HAT7E
37 POAG 5 CNS %99 H ¢ & J7 1, ATXN2 AEH 43
HRR, 5 ATXN2 76 CNS %% & Ll o & 4% 25 B 24
H AR E GRS CNS B A R fEFe I 2, Aok ATXN2
FET IR BT P AT A
4 gk

=1

ARICH SN T POAG T ERA S, 35t 1% 12 il

SIHTAN GWAS PRI 7 35 8 2 T KA POAG A G AiL
FOCORAESE T POAG i IR RYBIFSE . LAXS i 1) 1 78 DA
TS BUORSHE BTy F AR | T K B 3k PRSI O 125 7 R
R A TR K 25 ], AR SCHE 5% POAG #
KHLIH 5 CNS B 2 [A] 1 ¢ R AT T S AUE % B
F9 CNS P 75 i PR 2 B L B~ A 33 4% 2 25 J7 T R B 1
VFZ MM Z AL 38 3 % POAG AHOCEEH 5 CNS B 2 fil
IR B EEIH T LRI POAG FEVF 2 07 T, Rl & i %
ST, 5 CNS B H A A AR & AR OCFIA LR B2, 3X
S B O T EHR & — Bl CNS B UL St T )
A

HHT, 6T POAG K H 5 CNS F 1Bk A3 77 76 1F
ZEEM], N ATXN2 7675 S IR i ZOR AL, ATXN2 ¢
CNS Fi 1 (1 2 5 12 B, OPTN 28 2% A 40 Jifd 4 55 LA I
OPTN F1 TBK1 7 AD 4§ CNS %5 Hh 14388 £ 24 UE 45 45 [7] 1l
WA Rk — R R, BT, Qe gk 82 78 53 1 K 5 S
POAG 5 CNS B Z MIAYHE R IRA T i LR A CNS
A AR AL DA 3R 6 G IR AR BT 09 IE B AR 2 45 e
DG HR ABUERH AT S A9 R
&2k
1 EHl B S5 M A B DGR A LTS Wy B Bk e [l B R
B 20165 16(7) ; 1287-1290
2 5K, X By BIOPR. 35 DG IR AT A0 2899 74 v s g it 5 78 1) BF 50
HERE. PAEIRBLAER 20145 50(5) : 391-394
3 Nucei C, Russo R, Martucci A, et al. New strategies for
neuroprotection in glaucoma, a disease that affects the central nervous
system. Eur J Pharmacol 2016; 787.119-126
4 Stone EM, Fingert JH, Alward WL, et al. Identification of a gene that
causes primary open angle glaucoma. Science 1997; 275 ( 5300 ) .
668-670
5 Fingert JH. Primary open—angle glaucoma genes. Eye(Lond) 2011; 25
(5): 587-595
6 Stoilov I, Akarsu AN, Sarfarazi M. Identification of three different
truncating mutations incytochrome P4501B1 ( CYP1BI1) as the principal
cause of primary congenital glaucoma ( Buphthalmos) in families linked
to the GLC3A locus on chromosome 2p21. Hum Mol Genet 1997; 6(4) .
641-647
7 Kaur K, Mandal AK, Chakrabarti S. Primary Congenital Glaucoma and
the Involvement of CYP1B1. Middle East Afr J Ophthalmol 2011; 18
(1):7-16
8 Liu Y, Allingham RR. Major review: Molecular genetics of primary
open—angle glaucoma. Exp Eye Res 2017; 160:62-84
9 Monemi S, Spaeth G, DaSilva A, et al. Identification of a novel adult—
onset primary open—angle glaucoma (POAG) gene on 5q22.1. Hum Mol
Genet 2005; 14(6) : 725-733
10 Liu K, He W, Zhao J, et al. Association of WDR36 polymorphisms
with primary open angle glaucoma: A systematic review and meta —
analysis. Medicine 2017; 96(26) ; 7291
11 Sarfarazi M, Child A, Stoilova D, et al. Localization of the fourth
locus (GLCI1E) for adult—onset primary open—angle glaucoma to the
10p15-p14 region. Am J Hum Genet 1998; 62(3) : 641-652
12 Rezaie T, Child A, Hitchings R, et al. Adult—onset primary open—
angle glaucoma caused by mutations in optineurin. Science 2002; 295
(5557) : 1077-1079
13 Shim MS, Takihara Y, Kim K, et al. Mitochondrial pathogenic
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