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Clinical Features and Risk Factors of Glaucomatous Change in
Posner-Schlossman Syndrome
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Purpose: To analyze the clinical features and determine the factors that affect glaucomatous change of patients with Posner-

Schlossman syndrome (PSS).

Methods: A retrospective analysis of 51 eyes of 51 patients diagnosed with PSS was performed. We analyzed the factors includ-
ing age of first attack, highest intraocular pressure (IOP), duration of the disease, number of the attacks and interval between at-
tacks among the patients who developed glaucoma and those who did not and compared the 2 groups.

Results: The age of first attack was 34.73 + 10.77 years, and highest IOP was 47.75 + 9.43 mm Hg. Duration of the disease was
62.06 + 69.84 months, number of the attacks was 6.20 + 7.73 times, and interval between attacks was 12.65 + 8.95 months. Of
51 eyes of 51 patients, 12 eyes (23.5%) of 12 patients showed significant glaucomatous change. In the glaucoma group, highest
IOP was 52.81 + 7.87 mm Hg, number of attacks was 11.91 + 10.63 times, and interval between attacks was 8.07 + 3.97 months.
In the non-glaucomatous group highest IOP was 46.19 + 9.14 mm Hg, number of attacks was 4.59 + 5.94 times, and interval be-
tween attacks was 14.59 + 9.79 months, respectively. Highest IOP was significantly greater, number of attacks was higher, and
interval was shorter with statistical significance in the glaucoma group (p = 0.025, p = 0.001, p = 0.028).

Conclusions: A significant number of patients with PSS tend to show glaucomatous change over time. Patients with high IOP
during attacks and those having frequent attacks with short intervals should be closely monitored and evaluation for glaucoma-

tous damage is recommended.
J Korean Ophthalmol Soc 2015;56(6):938-943
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A48 HFEAH o] TiE] =* L MEAE FHAs Figure 1. Distribution of age at the first attack in patients with
= = ™ . .

Ak Al SElolA et sol A dSS FRkskleu 4 Posner-Schlossman syndrome. In patients with no glaucoma-
L7} AlSlA] kgrom xS gzlo] IAFE|R| oFokal A Al tous change, the age at first attack is distributed mostly from
Moz Eo] AAL Ho|x| oroli, o|e} 3] FRAYT twenties to thirties and in patients with glaucomatous change,
713 21 0] OFAFO] BFZFS. W llol ol2 T EEle] EAL the age at first attack showed tendency toward a slightly older

=71= ° ?'4 2k BaZlel o atefstel 2Au- age. No glaucoma =patients without glaucoma development;
e=AN 3o R sl Glaucoma =patients with glaucoma development.
Table 1. Patients clinical characteristics

.. .. _ No glaucomatous change Glaucomatous change
Clinical characteristics Total (n=51) (n=39) m=12) p-value
Age of first attack (years, range) 34.73 + 10.77 (13-57) 33.26 + 11.21 (13-57) 39.5 + 7.76 (29-52) 0.050"
Sex (male/female) 37/14 27/12 10/2 0.347
Highest IOP (mm Hg, range) 47.75 + 9.43 (31-70) 46.19 + 9.14 (31-63) 52.81 + 7.87 (42-70) 0.025"
Duration (month, range) 62.06 + 69.84 (1-312) 59.24 + 70.51 (1-312) 74.00 + 69.64 (4-198) 0.480"
Number of attack (times, range) 6.20 + 7.73 (1-35) 4.59 + 5.94 (1-30) 11.91 + 10.63 (3-35) 0.001"
Interval between attacks (month, range) 12.65 + 8.95 (1.33-38.70)  14.59 + 9.79 (3.0-38.7) 8.07 + 3.97 (1.33-13.67) 0.028"
Baseline MD (dB, range) 22.57 + 4.87 (-20.66-2.08)  -0.61 + 1.20 (-4.21-2.08) -7.21 + 6.94 (-20.66 ~-0.84) 0.000"
CCT (um, range) 547.0 + 39.85 (482-635)  553.00 + 36.02 (492-635) 535.50 + 47.73 (482-623) 0.350"

Values are presented as mean + SD (range).

IOP =intraocular pressure; MD =mean deviation; CCT = central corneal thickness.

"Mann-Whitney U-test; 'Pearson Chi-squared test.
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Table 2. Logistic regression analysis with the dependent variable being the presence of a glaucomatous change

Univariate analysis

Multivariable analysis* Multivariable analysis*

Factors OR (95% CI) __ p-value OR (95% CI) p-value OR (95% CI) __ p-value
Age of first attack (years) 1.057 (0.990-1.129)  0.097 _ 1.177 (1.020-1.358) _ 0.025 __ 0.112 (0.989-1.250) _ 0.076
Highest IOP (mm Hg) 1102 (1.011-1.202)'  0.028  1.206 (1.017-1.431)'  0.031  1.146 (0.990-1.327)  0.067
Number of attack (times) 1113 (1.017-1.207)"  0.020 1321 (1.037-1.683)'  0.024 - -
Interval between attacks (month) 0.862 (0.738-1.006) 0.060 - - 0.816 (0.648-1.028)  0.084

OR =odds ratio; CI = confidence interval; IOP = intraocular pressure.

*Adjusted for all variables with p<0.10 in the univariate model; "The OR and 95% CI with p<0.05.

Table 3. Characteristics of patients with Posner-Schlossman syndrome who developed glaucoma

‘ Age at first Duratjon of the Highest Total number Interval Baseline  Last CCT  Glaucoma
Patient Sex attack disease IOP of gttacks between attacks MD MD i) surge
(years) (month) (mm Hg) (times) (month) (dB) (dB) H gery
1 M 29 N 55 8 - -10.69  -20.65 543 No
2 F 38 111 47 15 7.93 -5.67 -4.09 489 No
3 M 32 174 60 29 6.21 -0.96  -20.24 - No
4 M 42 40 50 4 13.33 2.72 -2.49 - No
5 M 46 52 54 6 10.40 -6.95 -13.61 578 No
6 M 44 22 52 4.40 -2.81 -6.39 - No
7 M 30 198 70 11 9.78 -0.84 -5.65 - No
8 M 51 41 42 4 13.67 -11.37  -15.25 623 No
9 M 40 145 47 35 3.88 -0.99 - 535 Yes
10 F 33 . 58 9 - 8.17  -10.33 498 Yes
11 M 37 22 43 3 11.00 2042 -21.24 - Yes
12 M 52 12 46 10 1.33 -20.66  -17.71 482 Yes

IOP =intraocular pressure; MD =mean deviation; CCT = central corneal thickness.
*Duration of the disease could not be evaluated because the patient showed advanced glaucomatous change at first visit without detailed history;
"Duration of the disease could not be evaluated because the patient showed glaucomatous change in too short interval without detailed and

reliable history.
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S ZAH-22A0 279 UMNANS LOIET =UE LMo AYUXE FHtIAL SFRICH

CHelut Wi ZA-22A0 587202 X 8h2 oiX} 518 51002 Uil 2 EMOIRIL, SUWEY WEE Hols 2 20X
e 2o Lo A LE A9 Lo, HAf Al9] 2|11 otef, @Y 7(7H YA gl J2|0 MY A E ZAlSHH sUEY #HSte
Lol Ciet AEAXIE EAIGHRALE

ZAnk A YE A9 LI0l= 3473 + 10774, EE Al 1 OFQf2 4775 + 943 mmHg, S 7|7t 62,06 + 698470 2xt
Sl~= 6.20 £ 7733, Mg 2HA2 12,65 + 895 HEHOIRULE, 51 512t & =LY HIE HOl Z2= 128 120H23,5%)0|UCt,
=N HSIE 20l A0 AM 2XF A|Q| {11 OtRF0] 5281 + 7.87 mmHg, 2&F 3l471 11.91 £ 10.633|, 12|10 Y Zt20] 8.07
+ 397MER SUAY HEE HO0|X| ¥2 Z0o|M 2H2E 46,19 £ 9.14 mmHg, 459 + 5.943| 1459 + 9.7970&Ql Zd0 H|5t|
A AIQ] E| I QFU0l O D YA STt WRIoH MY 70| HRUCHp=0.025, p=0.001, p=0.028),

BB ZA-22A0 382 2XtE S A7t SUEY WEE HolH, 22 Al ofefol =10 A %Aﬂ D# ek 2-40]
B2 SXE0ME sUE0 HdY 7tsd0l o0 o A ZuEEn NI =7 Hed Ao oIt
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