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[ Abstract] Background The incidence of primary open angle glaucoma ( POAG) is increasing in recent
years. To study the risk factors of POAG pathogenesis is of great significance. ~ Objective This study was to explore
the association between Helicobacter pylori infection and POAG pathogenesis. ~Methods The Chinese and English
literature about Helicobacter pylori infection and pathogenesis from January 2000 to February 2015 was searched in
PubMed , Embase,, The Cochrane Library, VIP, Wanfang database and CNKI database with computer and supplemented
by the relevant references,and these cases-control studies were evaluated using the Newcastle-Ottawa Scale ( NOS).
The odds ratio (OR) and 95% confidence interval ( CI) were calculated by using Stata 12. 0 statistical software.
Sensitivity analysis and subgroup analysis were used to process the heterogeneity (I°) among the studies. The effect
size was analyzed using the randomized model in I’ =50% and fixed model was used in ’<50% . Results Eight
cases-control studies from Erope, Asia and North America were included with the NOS scores = 5. The examination

methods for Helicobacter pylori included ELISA , Western blot and histopathology among the articles. Helicobacter pylort
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infection rate was 71.38% (197/276) in the POAG group,and that in the control group was 42.90% (151/352).
Randomized model analysis showed a significant association between Helicobacter pylori infection and POAG
pathogenesis (OR=3.23,95% CIl.:1.65-6.23,P =0.001). No obvious interference from any paper was found by
sensitivity analysis. The subgroup analysis based on different areas found that Helicobacter pylori infectious rate of
POAG patients was highest in Europe area (OR=7.25,95% CI.3.61-14.54,P=0.000, FF=0.0%) ,the subgroup
based on different detect methods found that histopathological examination had the highest detected rate of Helicobacter
pylori (OR=9.13,95% CI.3.78-22.04,P=0.000 ,P=0.0% ) ,and the next was ELISA assay (OR=2.85,95%

CI:1.40-5.81,P=0.004,I" =60.4% ). No published bias was seen by funnel plots and Egger linear analysis.

Conclusions Helicobacter pylori infection is associated with POAG pathogenesis.

[ Key words] Glaucoma, open angle; Helicobacter

immunology; Case-control studies; Meta analysis; Humans

HOCIRE 2Bk B0 1k 1 FZ MR 2 — , H
¢ PR AL A 11UV 863 P 2 0 R R A 1 L BT gl o R
T A B35 S HR ( primary open angel glaucoma, POAG) &
A BRI FEI N BUR 9 3 BRI 22—, F R 4 2R
299 3.05% " JEAEK POAG [y RAHRL LT,
FERTBE B9 K FE I I R — BT TS G MR . Rl
C AN 5 75 EIR A A % 1 IR A5 4R % 50 S R
HEAMHRIE ™ {H I 420k 2 B POAG 5 B JRS IR IR 1F
WS A5 2 3 AE g I T 3 R BT 7 o T R 45 L A7
— M IRIE T o T R T R B RS AT
BR L B G0 T HAE 2 BRVE F N 10 S G Rl 0 50% , 5 1%
P R T IS BRI R T FE R T I
JREAT T 5 R B0 1) WF 5 O T, W ) R AT TR R e
0 2% 98 T OGHR | v O P 00 ok 245 M A0 IR0 B A L IR
Z5 BRAH 26 Ik B 2H 21 ( mucosa-associated lymphoid tissue,
MALT ) ik T80 630 260 58 2% i) 119 ¢ 2R 9 s, i
POAG 55 g IR e A T 22 18] 19 5% R A7 TR 8R4 33, 3B
3 WF 58N POAG & 5 1 1) IR Tie #F 1 2k g A
M R A B SN T I A T
AW ST T LA R B PN Ah O T T IR AT R e
POAG % 5% & 1 0 58 SCHR, 70 A — & I 6 &8,
POAG %z Jj A 2 F A0F 5 B LA B o

1 #ZREFE

1.1 %R

1.1.1 XK ERKK = B Cochme P 1E M
Cochrane Musculoskeletal Group ZE 1Y ¥ R KM%, H 2
S 5% 3 4y B 57 . PubMed . Embase . Cochrane [& 33
T 7 S e L CNKT 4l % b R 484 R 2000 4
1 J1 2 2015 4 2 1 28 TF 4% f0 AH G TR, AH G STk )
2225 SCRRAE 9 Ab e SCHk o T SORE R e 3k X |l 1] e
FF T 5K T T2 AT T 5 7 D' IR sl IR 350 3 8 MR s T
R ORI A EOLIR, Il R KRB AN

infections/epidemiology; Helicobacter — pylori/

Helicobacter pylori OR H. pylori AND oculopathy OR eye
disease OR glaucoma OR intra-ocular pressure OR 10P
OR primary open angle glaucoma, #5 % )5 XF £ [ 1) 3C
HR BT 5 R A5 AT & AR HE BEAT IR, 2 S PP E
DA —Es i 28 =T5 (et oA R BE ST &) 8 7E o
1.1.2 SCHRAOT S 99 A AR e (1) BFREBTH2E RN
I B0 BRI 5 5 (2) SCHRIE i o 9 S0l b 305 (3) R 5T
T B4 AT & POAG W2 Wi bsof 5 (4) B OGR4
50 2 i D SR AT TR U S 1 D e e e A BT R
P (5) WA T THRTTE AT B R % 19 1l 2 0T PR 2R I I 6
WO R K5 PCR ., 4] 21 % B 2F L ELISA #: B
Western blot 2k B UESE . 49 A R STHR 20 2 F 3 o e
YT A e AN REE . HEBRBRAE: (1) BF 5% o X I
215 (2) T 3R Y SCHK 8 B B, e 4 L B ) SCHK
(3) SCHRIE T O £33 (L5 B 58 3 W) S B BF 5~ L
1709
1.2 Bl 32 ORI o B fr

2 ZWTTEH KR A AR S HEBR AR T 0 531 21 57 %)
SCHRHEAT 0 e S B B R o 228 5 07 0 5 4R ISR v 26
—AEH R R (E R X BFR R PR 5
2 YA KN T v o B 2E - 0 R A A e 1) R A T B
P BRI RCE AE B o SR TPl AR BE AL X IR A
R4l /R 2B K8 & 3£ ( Newcastle-Ottawa Scale,
NOS) #4322 G2 X5 9 A58 FE A7 5 5 3F Al
1.3 G@itorik

K Stata 12,0 Eit#HAF TG 0 M. H L
X BT TEHEAT S SO A 56, AR 40 T 2 1) A 5 Dok R
ZIN TG P (8] 50T A AR it BT 2040 17 A TR %o A4 N7 R AT B8
Wordr. M F =0, R0 & HF5T A LR T, T R
25% \50% 1 75% 43 AR AR b @ bk, 4 T <
50% it 33 % i 5 20 W7 AR R R AT 0N G, M =
50% W PEBREHLBOM BEAY 53 A8 B A RON R
FEAB EE (odds ratio, OR) F1 95% #] {5 [X 6] ( confidence



SO IR B 2L A5 2016 4FE 7 HEE 34 %5 7 ¥ Chin J Exp Ophthalmol, July 2016, Vol. 34 ,No. 7

interval , CI) GE 315 o R FIBUBAE 7 B 7 A 57 50 1 ok
U, 0 AT B 9 5 o 1R A R A7 21 0 A, e o v o
R BEAT AR B o i1 T > B Egger Lk 815734 73
Mt SCHR Y 4 2 11 177 o

2 #R

2.1 SCHRAY IR R 25 S B H T PE

KR B 397 Ji SCHK, HEBR 42 SCHR 100 . &
i 36 i 3% 8 i e R AE 2000 4F 2 2015 4R 2 H 9 SCHKk A
ARBEFECE 1) o 99 AR SCHER P SRR 18 628 4
BIFFE X R 535012k B T AL SE , A0 A1) SRR
o % FEAIFTE o A SCHIK Y Jo 2 2 23 1% SRR i
I U ICE T A4 G 00 5 3 Bl DX O A UL 3% Lo A A BT 5
SCHR A 24P WA 5T 75 58 i A8 L2 B3 At vE, S K

- 641 -

WA 2R 394 5 (L 362
b 32 %)

it i HI7 (S %
SCHR) AR 35

LR Sk 10058, 45297 55

—

v

SCHR O RS LA 258 7

B H R R, Bk

A SRR A EROCHR 39 5

' PR bR RS 31
IR R SCHk
Bl X#EiFEiRE

P2 F s R g .

1 PMAHRIER K Newcastle-Ottawa = FiE 4
= 5
POAG 4] X R
1E# RFAE EP Y HP FAPE%L HP FH: %/ i X NOS 43
PR ey pemowr "R sy o)
ST PEvid
Kountouras 2! 2001 i I 28/32 64 16/16 14/30 67.5 14/16  HLUREE KM 5
Kountouras %12) 2003 7 19/26 69.2  13/13 11/31 67. 4 16/15  ELISA i 5
Zavos 2113 2012 i I 39/43 71.4+9.2  18/33 17/35  68.22+8.45 17/18 #1455 H RN 5
Deshpande %' 2008 EEE 35/50 63.7 31/19 33/50 59.3  31/19  ELISA A Y 5
Samarai 2% 2014 R 33/37 73.05+7.3  20/17 25/42  67.21%9.5 18/24  ELISA I Y 7
% 116 2012 o [ 26/37 42 15/22 10/34 44 14/20  ELISA DI 5
Kurtz 28 [17] 2008 LI 4,471 7/13 - - 22/36 66.9 13/23 Western blot 3. P 6
Galloway 2518 2001 JIEPN 10/38 63.2 2 19/94 64 - ELISA Bl 6
TE : POAG : JFUR M IT B 5 S R s P« 1 | TR AT 1 s M/F - 55/ %0 s NOS 4] R Hir /R B R B 3 s — R R %
2.2 WATTHRNERF B3 POAG R ST e
1D OR(95% CI) Treatment Control  Weight
ad \J > e (}L Kountouras J (2001 ) 8.00(2.25,28.48) 28/32 14730 1127
628 {@J Hl:ﬁ X\T % ':P [ﬂz[ l —J ﬂj% ﬁﬁ 1::': li] JEJ‘(‘] < % 34’8 @U ’ Kountouras J (2003 ) 4.94(1.58,15.38) 19126 11/31 12.25
— 27 ESEEIN N [N Zavos C (2012) 10.32(3.04,35.11) 39/43 1735 11.60
@%% jy 55 4] % 1) :/H\: EF Lﬂ:gﬁgﬂ 276 15” EF‘ [é]él l ] mj% ﬁﬂi H Deshpande N (2008) T ™ 1.2000.52,2.79)  35/50  33/50  14.56
N 5 . Samarai V (2014) 5.61(1.68,18.75) 3337 2542 11.72
Y 197 B, YLK R 71, 38% 5 Xt AR 4 352 4] Peng B (2012) : S670204,1574) 2637 1034 1315
N . . Kurtz S (2008) e 0.74(0.21,2.67) 713 22136 11.19
[ 7] W E FF R OES UL FO151 ) , UL K ol 42.90% Galloway PH (2001) g 141(058,340) 1038 19/94 1426
Overall (I-squared=67.3%, P=0.003) <> 3.23(1.65,6.32)  197/276 151/352 100.00
POAG 2ﬂ [ﬂg] rj mj% ﬁ;@ *1: _[%]_ EZ g,é %’{ Ey% E 5 :J: }(TJ’ ﬁﬁ ZB_ s ﬁg NOTE: Weights are from random effects analysis :
-1 1 10

AR AT 43 Bt S s 45 B 9T IR)AE A S BTk (OR =2. 98,
IF=67.3% ,P=0.003) , & % FH bifi L35 07 B A0 0F 47 43
B, 25 5 TR B ] SR E AT TR 2% L J2 POAG 0 1Y 1 B
% (OR=3.23,95% CI1. 65 ~6.23,P=0.001) ([ 2) .

2.3 HURES BT

WM TS G SCHR XS Meta 73 B 45 R A 25 520

Meta J3#f7 Z RA R 47 (18] 3) o

2.4 POAG /B35 WA T 5 e FF TR JER % 28 1) IV 20 43 At

KA [ B2 0E FT T 7E POAG HR % Pk e R4 i (EL
FEAE R R R K (P =67.3% ,P=0.003), %%
WFR A DU 7 5 R A7 43 J2 43 B, 435 2R Wil 7 4 20 3L 2

B2 @ITEETEELS POAG XRZHMER Meta FITERTHF
B ORI CL AT {5 X )

Meta-analysis estimates, given named study is omitted

Kountouras J (2001)
Kountouras J (2003) |
Zavos C (2012)
Deshpande N (2008) !
Samrai V (2014) |
Peng Bo (2012)
Kurtz S (2008)
Galloway PH (2001) l

1Lower CI Limit

< Estimate

1 Upper CI Limit
1

1.41.65

3.23

6.32

3 HBMANER CLAUFXE

7.79



. 642 - B S IR B AR

2016 47 H5 34 5% 7 Chin J Exp Ophthalmol, July 2016, Vol. 34 ,No.7

KU i) POAG 8 & 1A 1) SR e AT T8 /X Y F fe = (OR =
9.13,95% CI:3.78 ~22.04,P=0.000,I"=0.0% ) , H
KN ELISA %: (OR=2.85,95% CI:1.40 ~5.81,P =
0.004,I’=60.4% ) ,Western blot 3= () POAG 3%
] R E FF 7R R e B IR (OR = 0.74,95% CI:0. 21 ~
2.67,P=0.65) (K 4),

Xof AN [) My DX HEAT 73 J2= 0 B 2 B, B s DX AF 5 o
POAG F835 1 A ] W2 5 T R e R B = (OR = 7. 25 ,95%
CI:3.61 ~14.54 P=0.000,"=0.0% ) , F Yk F W il 4t
X EWFsE (OR=2.31,95% CI.0.85 ~6.26,P=0.099,
F=71.1%) 6 BE5E T POAG FE 35 11t | ] I8
Y Rl (OR=1.41,95% CI.0.59 ~3.40,P =
0.444) (K 5) .

Study Events,  Events, %
D OR(95% CI)  Treatment Control ~ Weight
histology :

—————— 800(2.25,2848) 2832 1430 1127
= 1032(3.04,35.11) 3943 1735  11.60
=TT 9.13(378,2004) 67775 3165 2287

Kountouras J (2001)
Zavos C (2012)
Subtotal (I-squared=0.0%,P=0.777)

ELISA

Kountouras J (2003)

Deshpande N (2008) —
Samarai V (2014)

Peng Bo (2012)

Galloway PH (2001) T
Subtotal (I-squared=60.4% ,P=0.039)

494(1.58,15.38) 19/26 1131 1225
1.20(0.52,2.79)  35/50  33/50  14.56
5.61(1.68,18.75) 33/37  25/42 1172
5.67(2.04,15.74) 26/37  10/34  13.15
1.41(0.58,3.40) 10/38  19/94  14.26

—_—— .
e
(
— =
PR S — (
— (
<:> 2.85(1.39,5.81) 123/188 98/251 65.94
[
<

1
[\
1
2.
0.
1
Westen blot

Kurtz S (2008) I

Subtotal ]

Overall (I-squared=67.3%,P=0.003)

0.74(0.21,2.67)  7/13 22/36 1119
0.74(0.21,2.67)  7/13 3336 1119

3.23(1.65,6.32)  197/276 151/352 100.00

NOTE: Weights are from random effects analysis|

—i 1 1‘0
B4 FEKMNGZQN POAG BEWITERTERLRNSES
HARME  OR: WAL CL: Al {5 X [H]

Study Events,  Events, %

1D OR(95% CI)  Treatment Control ~Weight
Europe :

Kountouras J (2001) ———=———— 8.00(2.25,2848) 2832 14530 1127
Kountouras J (2003) —_— 494(1.58,1538) 1926 1131 12.25
Zavos C (2012) T 1032(3.04,35.11) 39143 1735  11.60
Subtotal (I-squared=0.0%, P=0.676) 3<> 7.25(3.61,14.54) 86/101 42/96  35.11
Asian i

Deshpande N (2008) PR 1.20(0.52,2.79)  35/50  33/50 1456
Samarai V (2014) —————— 561(168,1875) 3337 2542 1172

Peng Bo (2012)
Kurtz S (2008)

e — i 0.74(0.21,2.67)  7/13 22/36 11.19
Subtotal (I-squared=71.1%,P=0.016) _—

(
(

—_— 5.67(2.04,15.74) 26/37  10/34  13.15
(

2.31(0.85,6.26)  101/137 90/162  50.63

North America ;

Galloway PH (2001) B — 1.41(058,340) 10538 19/94 1426
Subtotal = 1.41(058,340) 10538 19/94 1426
Overall (I-squared=67.3%, P=0.003) < 323(165,632) 1971276 151/352 100.00

NOTE: Weights are from random effects analysis|

-1 1 10
5 FERXRMEXEHARS POAG EEMITBETHBLENS
BEaHHRWE  OR:WAE L ; CL A {5 X fi)

2.5 YA SCHER Y A 2 A oy

T 2 1 58 7 S 6 R 4 A, R DL B A R R A AR
Egger 2t a1 19 43 A7 25 5 32 B JC W 18 % 2% D 145 (95 %
Cl:-2.70 ~14.20,P=0.147) (& 6,7) .

0.0 15,
0.2 =110
0.4 . =5
< £
0.6 N ) 0]
08 0 | . (7]
-1 0 1 2 3 0 1 2 3

log OR bt
B 6 X#ERRERIE SEARUEDR;OR: LfHLIL E7 Egger
LERPSITER

3 Wig

POAG Wi 1§ i R IR 218 , Z 8 LW W AE R, A 5
IR, AE R e OLIR i & R R LT
AW G T UONT 1 ] SR E T R B 5 POAG [ ¢ Rk
117 ARGV, . AW N AR SCHERAA 1 B 5 bk,
e P FE AL AN AR Y 4T Meta 43 87, 16 Ab , A58
0 SR A AU A B 3 T S T R U, e 3 45 OF 9 R
Meta 73 #7485 S 359 JC W &6 5% e o AR BF 58 A % AS [R] s X
AR [ R0 5 35 1 65 S VR AT 30 264007 , 2 BUAS: 00 5 3
143 i Hb DX B0 AR [ AT Al TR 5 445 R S5 3R 0 ok

AL A 7 v 0 S 41 43 B & B ELISA 3 1 BiF 5%
W) — & S5 Bk, 240 B % SR 1 ELISA 46 I
5 T SCHR A 1 1T S5 5E AT R PH I G TE AN AR A 2500
Galloway %m] . Deshpande %[14] . Samarai %[]5] 0
Kountouras 45 JF 55 i ELISA 35 K 0 Ay BH 4 5 ok 43
BHRTF 7.8 F110 U/ml (g i 8000 ) , 2 3% BF 58
oo U B ELISA K I 1 ) 85 € AT TR A FH MR AR v
ELISA 3: 1 Western blot 3% iy Ifil 15 27 W4 ] 42 Jie 4T 15 4
SRR AR ARG I 7 3 ELISA i faf 08 s
T 38 T PR bR A 1) A5 A 0 00038 98 A7 08 = T A
9T #BH , Western blot 3 6 I 1 ] 853 T5E #F B4 1) 2R 0 &8
5T ELISA #7270 2 ZU Hl 2 2 A PR A 25 7
AEAT 5 IR IR E 2 k2 —, HEr 5.
SRR |V A 4 ELISA 5 Western blot i %" {H
L FT 4 G 1 1 SR AT T JRR g A 0 1 4 b ofis " R TR
A% A 45 SRR BE B LA, O AUE 5T R v A
i 8 RS I 7 3

AN [) H DX B 5 45 2R 19 02 93 A1 & 30, DR U X i
I THREFT B A2 POAG J8 35 Hp i JER gL R 5 T Y S b 55
ML IX, AT RE 5 A R R A S O R OGP
FUT, AR AT R K HOLIR B E R B HIX £
TR AHE S U X B S b S R M A L
S AT RE S R ok B W AN TR X IR e, k=
L TN S NN SR AT O

AEE PR AT L 2R G R S e T A R
Z A ] Z A0, AT 58 9 A1) Sk P RS 43 %o 4R %



SO IR B 2L A5 2016 4FE 7 HEE 34 %5 7 ¥ Chin J Exp Ophthalmol, July 2016, Vol. 34 ,No. 7 © 643 -

PR R R IEAT TR IE , (545 W1 5% 5 9 K 156 B 3 40 F &R
GRPIRE A DL, T SE PR 13X Be 0 X POAG (1) JR 9 %
A—ERE T &S A POAG 158 SUHIG 2
TR, E AR E AR W R LR, A
BF5E Hr i A 8 55 SRk POAG (i Wi ik R 3L A4 1= 4R
[ o fHJE A BT rP AN AN A0 S S SR B 5E 45 3%, AT
BE A7 75 15 B I 775 o

U 3 T8 B Egger 2R 1E 8] U7 25 5 4 7R, R 0L B
KFMT o AT AR SR> T 10 5 T SF B &
Egger 2k [0] 5 45 55 20 BR AAIG, 17 A BBUR A 43 A 485 ok
F ,Meta 73 fr 45 3 Al 5 .

AHFFE 245 BN, W TR E AT B RS POAG 1)
RIRAEAE— E A M. BT, dA T 08 e AT g S
POAG % 6] 149 ¢ A7 46 4 o A BRS8N R, 1]
PRTHEAT IR I 2 POAG fa 8 M 2=, 5t R ] R
F: (1) HAT ) B2 T8 AT Bk e 3 7 7E , POAG FlIE ] 422
TEFF 1R B 5 A A ¢ BIE AE R AE AR 2L, —
FHAEAE I AT RE LS M e E " L (2) AT
78 H G I SCRR R 9 1 60 BEBIE 5T, JE T OOLERPEIE Y, &
He POAG [ Je e ] WL T BT R4 1y B ) I 14 A 1
it , AR ME 1 B 2 2 ] %) SR 56 R T A B 98 TA Ok A
I TH2E AT R Y 5 POAG KA % . Kountouras %™
WFFE K B, WA T 5 0 FF 1 8% L 1) POAG J8 35 7E W5 B B
I TR e AT A S LR Fe S AP X A G o BT T SR AT T
YL ) POAG HE By 7K WP bl | TSR T AT i P ik K 5
I — " IR 7 R R T B )N 37 IR e ) ) A
R o B TR T B R R IR R Ry
AR HIR RALY A #Y) T, IR R 2 5 T ax gk
HEIRAW T BE AT G HR L Hp O M 28 M ik 45 15 A
Do S A2 | 2 TR A8 LRGSR AR IR R e Y e R 2
— P TR ATIA M ) B AT R Y 5 POAG W]
e 56, FLATRE A ML - (1) Ha 1] 2B AT i 7 51 A
E , BT 45 35 Tk R T RIARE 4 PR T, 0 R B &
F— AL S, 3 B0 M 0 T AN B ) B AT L T B
15, 520 /NG I 1 B 7K A6 8745, 1T 2 5 POAG 19
P PR FL OB (2) POAG RE B /N 22 10 B2 pE
P28 ) A0, e TR E AT 1R A O I AR,
WRG Bt S AR I M AU 55 2 /N 2 T R A 11 4
AR T e 2l 7 B A N S G A i O
ToUOEEE (3 By ok b 22 2RO L B A
( mitogen-activated protein kinase, MAPKs) 7] fE 2 5 %
DGR % v , T A ) SR E AT TR RE B0G MAPKSs 7 4 4801k
IO, Bk — 25 5 5 ORI R BALE U (4) Ha ]
SERE AT PR G T A 1) B B G e AT g R /0N S ST 4 R T

Ml Fas 24K L, il i3 Fas/Fasl 5] 40 M 08 T, i =
5595 G HR B /N TR 1 R A IR0 o 2 40 i 48 53 £ g B A
PR RN R MWL B T AR

L BRTIA AT P Meta 23 A IA A B IR e
FRRVE S S POAG f71E— & IR . AT X 24
WFFE 3 7 8500 B BEAT 70 A, W 5 45 2R 19 a5 BE AR T
FASWEFE AE T 40 AR SCHR AR SCIE S5 A BR , 50
T T I AT B R 5 POAG 156 R 3 2 B 92
WESE o

2% 3k

[1] Tham YC,Li X, Wong TY, et al. Global prevalence of glaucoma and
projections of glaucoma burden through 2040 : a systematic review and
meta-analysis[ J ]. Ophthalmology,2014,121(11) :2081-2090. DOI;
10. 1016/j. ophtha. 2014.05.013.

[2] Almasieh M, Wilson AM, Morquette B, et al. The molecular basis of
retinal ganglion cell death in glaucomal J]. Prog Retin Eye Res,2012,
31(2) :152-181.DOI:10.1016/j. preteyeres. 2011. 11.002.

[3] Newman-Casey PA, Talwar N, Nan B, et al. The relationship between
components of metabolic syndrome and open-angle glaucoma [ ] ].
Ophthalmology ,2011,118(7) : 1318 -1326. DOI.10. 1016/j. ophtha.
2010.11.022.

[4] Balbay EG,Balbay O, Annakkaya AN, et al. Obstructive sleep apnoea
syndrome in patients with primary open-angle glaucoma[ J]. Hong Kong
Med J,2014,20(5) :379-385. DOT:10. 12809/hkmj134021.

[5] Kim YH, Jung SW, Nam GE, et al. High intraocular pressure is
associated with cardiometabolic risk factors in South Korean men:
Korean National Health and Nutrition Examination Survey,2008-2010[J].
Eye(Lond) ,2014,28(6) :672-679. DOI;10. 1038/eye. 2014.43.

[6] Sia DI, Edussuriya K, Sennanayake S, et al. Prevalence of and risk
factors for primary open-angle glaucoma in central Sri Lanka:the Kandy
eye study[ J]. Ophthalmic Epidemiology, 2010, 17 (4) : 211 -216.
DOI:10.3109/09286586.2010.483753.

[7] Tsolaki F,Gogaki E,Tiganita S, et al. Alzheimer’s disease and primary
open-angle glaucoma: is there a connection? [ J]. Clin Ophthalmol,
2011,5(6) :887-890. DOI;10.2147/0PTH. S22485.

[8] Kirchner GI,Beil W, Bleck JS, et al. Prevalence of Helicobacter pylori
and occurrence of gastroduodenal lesions in patients with liver cirrhosis[J].
Int J Clin Exp Med,2011,4(1) :26-31.

[9] Correa P,Piazuelo MB. Natural history of Helicobacter pylori infection[]J].
Dig Liver Dis,2008 ,40(7) :490-496. DOI.10. 1016/j. dld. 2008. 02.
035.

[10]Sacca SC, Vagge A, Pulliero A, et al. Helicobacter pylori infection and
eye diseases;a systematic review[ J/OL]. Medicine( Baltimore ) ,2014,
93(28) :e216 [2015-01-04]. http://www. ncbi. nlm. nih. gov/pme/
articles/PMC4603085/. DOI:10. 1097/MD. 0000000000000216.

[ 11 ]Kountouras J, Mylopoulos N, Boura P, et al. Relationship between
Helicobacter pylori infection and glaucoma[ J]. Ophthalmology, 2001,
108(3) :599-604.

[ 12 ]Kountouras J, Mylopoulos N, Konstas AG, et al. Increased levels of
Helicobacter pylori 1gG antibodies in aqueous humor of patients with
primary open-angle and exfoliation glaucomal[ J]. Graefe s Arch Clin
Exp Ophthalmol,2003,241 (11 ) : 884 —890. DOI: 10. 1007/s00417-
003-0779-5.

[13]Zavos C, Kountouras J, Sakkias G, et al. Histological presence of
Helicobacter pylori bacteria in the trabeculum and iris of patients with
primary open-angle glaucoma [ J]. Ophthalmic Res, 2012,47 (3) :
150-156. DOI:10. 1159/000330053.



- 644 - A IR AL R R

2016 47 H5 34 5% 7 Chin J Exp Ophthalmol, July 2016, Vol. 34 ,No.7

[ 14 ] Deshpande N,Lalitha P, Krishna das SR, et al. Helicobacter pylori 1gG
antibodies in aqueous humor and serum of subjects with primary open
angle and pseudoexfoliation glaucoma in a south indian population[ J].
J Glaucoma,2008,17(8) :605-610. DOI:10. 1097/1JG. 0b013e318166f00b.

[ 15]Samarai V, Sharifi H, Nateghi Sh, et al. Association between helicobacter
pylori infection and primary open angle glaucoma[J]. Glob J Health
Sci,2014,67 (7) :13-17.DOI1:10.5539/gjhs. v6n7pl3.

(16 1323, 5k T, YK 37, 55 W I VAR AT BRIk e 15 i A T A 20 75 D16 IR

M FR [I]. ER B B A e 2 4l ,2012,10(6) :459-461. DOI: 10.
3969/j. issn. 1672-2876.2012. 06. 005.
Peng B, Zhang QF, Fan YQ, et al. Relationship between Helicobacter
pylori infection and primary open-angle glaucoma [ J]. J Bethune
Military Med College,2012,10(6) :459-461. DOI; 10. 3969/]. issn.
1672-2876.2012.06.005.

[17]Kurtz S, Regenbogen M, Goldiner I, et al. No association between
Helicobacter pylori infection or CagA-bearing strains and glaucomal J].
J Glaucoma, 2008, 17 (3 ) : 223 - 226. DOI. 10. 1097/1JG.
0b013e31815a34ac.

[18]Galloway PH, Warner SJ, Morshed MG, et al. Helicobacter pylori
infection and the risk for open-angle glaucoma [ J]. Ophthalmology,
2003,110(5) :922-925.

[19]Mahmood S, Hamid A. Comparison between invasive and noninvasive
tests in diagnosis of Helicobacter pylori infection | J]. Pakistan J Biol
Sci,2010,13(10) :509-512.

[20] Gonzilez CA, Megraud F, Buissonniere A, et al. Helicobacter pylori
infection assessed by ELISA and by immunoblot and noncardia gastric
cancer risk in a prospective study:the Eurgast-EPIC project[ J]. Ann
Oncol ,2012,23(5) :1320-1324. DOI:10. 1093/annonc/mdr384.

[21]Patel SK, Pratap CB, Jain AK, et al. Diagnosis of Helicobacter pylori:
what should be the gold standard? [J]. World J Gastroenterol,2014,
20(36) :12847-12859. DOI1:10.3748/wjg. v20. i36. 12847.

[22]Ekesbo R, Toth E, Fork TF, et al. Chronic Helicobacter pylori infection
in a population in southern Sweden analysed by histopathology ,immunoblot
and ELISA serology [ J]. Eur J Gastroenterol Hepatol, 2006, 18 (6) :
589-593.

[23 ] Kountouras J, Mylopoulos N, Chatzopoulos D, et al. Eradication of
Helicobacter pylori may be beneficial in the management of chronic
open-angle glaucomal J]. Arch Intern Med,2002,162(11) :1237-1244.

[24 JHosseini H, Ghaffariyeh A ,Nikandish R. Noxious compounds in exhaled

air,a potential cause for ocular manifestations of H. pylori gastrointestinal

infection[ J]. Med Hypotheses,2007 ,68(1) :91-93.

[25 ] Kountouras J,Zavos C,Grigoriadis N, et al. Helicobacter pylori infection
as a risk factor for primary open-angle glaucoma[ J/OL]. Clin Exp
Ophthalmol ,2008 ,36 (2) : 196 [ 2015 -03 - 16 ] http;//onlinelibrary.
wiley. com/DOI; 10. 1111/j. 1442 -9071. 2008. 01705. x/full. DOI:
10.1111/j. 1442-9071.2008.01705. x.

[26 ] Kountouras J, Zavos C, Chatzopoulos D. Induction of apoptosis as a
proposed pathophysiological link between glaucoma and Helicobacter
pylori infection[ J]. Med Hypotheses,2004,62(3) :378-381.

[27] Amita G, Arpna S. Evaluation of oxidative stress markers in aqueous
humor of primary open angle glaucoma and primary angle closure
glaucoma patients[ J]. Curr Eye Res,2014,39(8) :823-829. DOI.10.
3109/02713683.2011.556299.

[28 ] Beit-Yannai E,Shmulevich A. Does the aqueous humour have a role in
mitogenactivated protein kinase ( MAPK ) intracellular signalling in
glaucoma? [ J]. Med Hypotheses,2007,68 (2) :299-302. DOI: 10.
1016/j. mehy. 2006. 05.067.

[29]Zavos C,Kountouras J,Skoura L, et al. Mitogen-activated protein kinase
(MAPK) intracellular signalling in the aqueous humour activated by
Helicobacter pylori may have a role in glaucoma[ J]. Med Hypotheses,
2007,68(4) :928-929.

[30] Allison CC, Kufer TA, Kremmer E, et al. Helicobacter pylori induces
MAPK phosphorylation and AP-1 activation via a NODI-dependent
mechanism1[J]. ] Immu,2009,183(12) :8099-8109. DOI:10. 4049/
Jjimmunol. 0900664.

[31]Kottowska-Kmieé A, Ba kowska A, Szarszewski A, et al. Helicobacter
pylori increases expression of proapoptotic markers Fas and FasL on
CD4 lymphocytes in children[ J]. Acta Biochim Pol ,2009,56(3) :433-438.

[32] Agarwal R, Talati M, Lambert W, et al. Fas-activated apoptosis and
apop-tosis mediators in human trabecular meshwork cells[ J]. Exp Eye
Res,1999,68(5) :583-590.

[33]Wang MB,Tezel G,Yang J, et al. Induced autoimmunity to heat shock
proteins elicits glaucomatous loss of retinal ganglion cell neurons via
activated T cell-derived Fas-ligand [ J ]. J Neurosci, 2008 ,28 (46) :
12085-12096. DOI:10. 1523/JNEUROSCI. 3200-08. 2008.

(ki H 199 :2015-04-09)

(ARSCGi4E T s HLIE)

R

( B 23 B B s 91 ) — 5 M B 2 4T

CHIR i 73 MRS HEE 375 5 1) K5 b ) bl Eh e B P L 2 4, B 102 M R o B4 Bl 4l T 6 4F £ It it )4 B8 e BB w0 238 1Y
46 {51 1 JAC 2 T R Ay 2 L 1 R MEE i 98 -5 IR MEE KD 56 325 1099 D17 ek, DA g 1) 4 T8 1 T2 e i A5 L BE A 28 T 419 081 1 G 5 Ll R
T QAT FEPRAR B 1 S 46 A 0 G 28 21 UL 24 46 I 25 SR 2 W RN S S T B SA T A B, AR 0 A 5 A TR MR IEE P s R 12 9T
G0y, KPR B A SR AN TS L A B 0 2 R A (B RS AR A

AT EEE 30 U7, SRR R Y 5 15 2 RO B R 360 4%, B SOIR R, AR IR ST IR R LT WIS R, WP O % IR IR U A
E2EANSE A,

CCHR T 933 MR HIE 375 5 151 5 e ) — 15 £ B 45 OB AR A5 0 L BE 25 %l A3 R At AL R A A 7R T L 24 24 1Y o I 5 g o
VA A B TR N R TR M RRHE R 3t (Chitp s // www. pmph. com ) 3K, 3 5 N B AR i R 5 65 AR 106 R I 15 Bk &R 3 . 010~
59787226 ,13910068535 , [ ) tth ik - I 5 77 59 BH X 0% 5% el 7 BL 19 5, MR 1850 4 % : 100021, 32 2 B 7 5 b 3% [l 42 B8 g [l BR B oot T
B ROIE R A5, itk < A6 50T AR I X AR A R 15 bt s B IR AR R R B4 5 £ 100730,

(BR)



	55_中华实验眼科杂志2016-7期封插
	55_中华实验眼科杂志2016-7期



