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Abstract
● AIM: To compare the anti-inflammatory effects of intense 
pulsed light (IPL) with tobramycin/dexamethasone plus 
warm compress through clinical signs and cytokines in tears.
● METHODS: Eighty-two patients with dry eye disease 
(DED) associated meibomian gland dysfunction (MGD) were 
divided into two groups. Group A was treated with IPL, and 
Group B was treated with tobramycin/dexamethasone plus 
warm compress. Ocular Surface Disease Index (OSDI), 
tear film breakup time (TBUT), corneal fluorescein staining 
(CFS), meibomian gland expressibility (MGE), meibum 
quality, gland dropout and tear cytokine levels were 
evaluated before treatment, 1wk and 1mo after treatment. 
● RESULTS: TBUT in Group A was higher (P=0.035), and 
MGE score was lower than Group B at 1mo (P=0.001). The 
changes of interleukin (IL)-17A and IL-1β levels in tears 
were lower in Group A compared with that in Group B at 
1wk after treatment (P=0.05, P=0.005).
● CONCLUSION: Treatment with IPL can improve TBUT 
and MGE and downregulate levels of IL-17A and IL-1β in 
tears of patients with DED associated MGD better than 
treatment with tobramycin/dexamethasone plus warm 
compress in one-month treatment period.
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INTRODUCTION

M eibomian gland dysfunction (MGD) is mainly 
characterized by terminal duct obstruction and 

abnormality in meibum secretion[1], which alters the tear film 
and decreases its functional integrity[2]. MGD may occur as an 
isolated disorder, but it may also be accompanied by dry eye 
disease (DED)[3]. DED is a multifactorial disease of the ocular 
surface characterized by a loss of homeostasis of the tear 
film, and accompanied by ocular symptoms[4]. DED has been 
divided into evaporative and aqueous deficiency subtypes, and 
MGD is the most common cause of evaporative dry eye[3-5].
According to some studies, the overall prevalence of MGD 
varies widely from 3.5% to 70% and the prevalence of DED 
ranges from 5% to 50%, both of which is related to age, race 
and district[6-7]. It’s reported by the Dry Eye Workshop II (DEWS 
II) that 32.9% of dry eye patients associates with MGD[7].
Tear instability and tear hyperosmolarity associated with 
MGD, could activate stress signaling pathways in the ocular 
surface epithelium and resident immune cells, therefore trigger 
production of inflammatory cytokines. It’s regarded as a self-
perpetuating “dry eye inflammatory vicious cycle”[8]. Several 
studies have reported the levels of interleukin (IL)-6, IL-17A 
and IL-1β in tears of dry eye patients were higher than that 
in normal subjects[9-13]. Moreover, IL-6 levels in tears have 
become one of the evaluation indexes for DED[14]. Assessment 
based on inflammation will improve the selection of treatment.
Treatments recommended for DED associated MGD includes 
warm compress, lid massage, antibiotic and anti-inflammatory 
ointments, and artificial tears[15]. Unfortunately, warm 
compress is hard to standardize and its troublesome procedure 
reduces patients’ compliance[16-17]. Some anti-inflammatory 
ointments can’t be used consecutively because of their side 
effects, which may decrease the treatment efficiency. To 
avoid the drawback of conventional treatment, a new therapy 
named intense pulsed light (IPL) was proposed by some 
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researchers[18-23]. IPL devices could direct light extended from 
515 nm to 1200 nm to the skin near the eye lid. The probable 
mechanisms of IPL treating DED associated MGD include 
heat transfer, antibiotic effect and preventing inflammatory 
mediators from the meibomian glands[24]. Although the clinical 
effects of IPL on DED associated MGD has already been 
proved by several studies[19,21-23], no one has compared the anti-
inflammatory effects of IPL with tobramycin/dexamethasone 
plus warm compress. This study aimed at comparing IPL with 
tobramycin/dexamethasone plus warm compress on DED 
associated MGD from perspective of anti-inflammatory effects.
SUBJECTS AND METHODS 
Ethical Approval  The study continued for one year from 
November 2016 to November 2017. Patients who had been 
diagnosed as DED associated MGD were recruited. Informed 
consents were obtained from all patients before the study. The 
study was approved by the biomedical ethics committee of 
Peking University Third Hospital and adhered to the tenets 
of the Declaration of Helsinki. The study was registered at 
clinicaltrials.gov (NCT 02958514). 
Patients were diagnosed as MGD on the basis of the criteria 
provided by the Tear Film and Ocular Surface Society 
(TFOS)[25-26]: 1) ocular symptoms; 2) abnormal morphologic 
lid features; 3) alterations of meibomian gland secretion. 
Patients with either 1) + 2) or 1) + 3) could be diagnosed as 
MGD. Meanwhile, patients were also diagnosed as DED based 
on criteria provided by the Dry Eye Workshop (DEWS)[27]: 
1) the Ocular Surface Disease Index (OSDI) >13; 2) tear film 
breakup time (TBUT) ≤5s or 5s<TBUT≤10s with positive 
corneal fluorescein staining (CFS). 
Patients were excluded from the study if they met each criteria 
as follow: 1) under the age of 18y; 2) ocular infection and 
allergy; 3) allergic to hormonal drugs; 4) abnormalities of 
anatomy or movements of eyeballs; 5) ocular surgical history 
or trauma within 3mo; 6) Fitzpatrick Skin Types Ⅳ, Ⅴ and 
Ⅵ[28]; 7) with tattoos, pigmented lesions or skin cancer in the 
treatment area; 8) radiotherapy or chemotherapy history within 
1y; 9) pregnancy or lactation; 10) autoimmune disease.
Intervention Procedure  Patients were divided into two groups 
randomly according to a computer-generated randomization 
program. Patients received bilateral treatment, but only the 
severer eye was enrolled in the study. Patients in Group A were 
treated with IPL once per month, and sodium hyaluronate eye 
drops (Hycosan, EUSAN GmbH, Germany) four times a day. 
Patients in Group B were given tobramycin/dexamethasone 
ointment (Tobradex, Alcon, Belgium) plus warm compress once 
every night and sodium hyaluronate eye drops four times a day.
The IPL device (M22, Lumenis, USA) was used in this study. 
Pulse intensity ranged from 12 to 14 J/cm². Pulse width was 
6ms. IPL treatment was performed by a same doctor and was 

given as follow: 1) Clean the treatment area on both upper and 
lower eyelids with cotton swabs; 2) Apply compound lidocaine 
cream (Beijing Unisplendour Pharmaceutical Co., Ltd.) for 
anesthesia for 30min; 3) Protective shield was placed over 
the cornea and sclera, and the other eye was protected by an 
eyeshade; 4) IPL was administered to the periocular area on 
both upper and lower eyelids (8 mm×15 mm each); 5) Give the 
treatment area a 10-minute cold compress with a cold wash cloth. 
As for Group B, patients received tobramycin/dexamethasone 
ointment and a 10-minute warm compress (45℃-50℃) once 
every night at home for one month. Data were obtained from 
patients in Group A and Group B before treatment (referred to 
as baseline), 1wk and 1mo after treatment.
Clinical Evaluation  To compare the clinical effects of the two 
groups, tests were conducted in the same order that minimized 
the extent to which one test influenced the tests that followed. 
1) Subjective symptoms of patients were evaluated by the 
OSDI questionnaire. 2) Measurement of TBUT was facilitated 
by viewing with a blue exciter filter after instilling sodium 
fluorescein onto the bulbar conjunctiva with a fluorescein 
sodium ophthalmic strip (Liaoning Meizilin Pharmaceutical 
Co., Ltd., China). TBUT was measured three times for each 
patient and made an average[5]. 3) CFS score was quantified 
according to the system provided by National Eye Institute[29]. 
4) The central glands of eyelid were pressed to enumerate 
meibomian gland expressibility (MGE) score. It was scored 
according to the number of the five glands from which a 
meibum secretion could be expressed (0=5 glands expressing, 
1=3 to 4 glands expressing, 2=1 to 2 glands expressing and 
3= none gland expressing)[30]. MGE of the upper and lower 
eyelids should be scored respectively and then the two scores 
were added. 5) Meibums quality from the upper and lower 
eyelids were scored respectively (0= clear and fluid-like, 1= 
cloudy and fluid-like, 2= cloudy and granular, and 3= whitish, 
toothpaste-like)[31], and then the two scores were added as a 
meibum quality score. 6) The severity of gland dropout was 
scored by observing the morphology of meibomian glands with 
infrared meibography system (Topcon, Japan). Magnification 
was set at 10× and image resolution at 640×480. The upper and 
lower eyelids were scored respectively (0= normal, 1= dropout 
<1/3, 2= dropout between 1/3-2/3, and 3= dropout >2/3)[30], 
and then the two scores were added.
Tear Sample Collection and Analysis  Tear collection was 
performed before any other test at baseline, 1wk and 1mo 
after treatment. Tear samples were collected non-traumatically 
from the inferior tear meniscus. Glass capillary micropipettes 
(Drummond Scientific, Broomall, PA, USA) were used to 
collect 5 μL of tears. Tear samples were fully eluted into a 
sterile collection tube (Sigma-Aldrich, St. Louis, MO, USA) 
at once. Tubes with tear samples were kept cold (4℃) during 
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collection, and then stored at -80℃ until activity assays were 
performed. The concentrations of IL-17A, IL-1β and IL-6 in 
tears were analyzed using a Milliplex Map Kit (HSTCMAG-
28SK, EMD Millipore Corporation, USA). Data acquisition 
and analysis were integrated seamlessly with the Bio-Plex 
Luminex 200 XYP instrument (Bio-Rad Laboratories). The 
threshold sensitivities of IL-17A, IL-1β and IL-6 were >3.3 pg/mL, 
>1.4 pg/mL and >1.1 pg/mL, respectively.
Statistical Analysis  SPSS 23 was used to analyze the data. 
Data were expressed as mean±standard error of the mean 
(SEM). As the concentrations of IL-17A, IL-1β and IL-6 in 
tears vary greatly among individuals, changes of cytokines 
were compared between Group A and Group B. Analysis 
between baseline and 1wk or 1mo in the same group was 
performed by Wilcoxon signed rank test. Analysis between 
Group A and Group B was performed by Mann Whitney U 
test. Outcomes were considered significant if P<0.05. 
RESULTS
Patients and Clinical Outcomes  Eighty-two patients were 
included in this study. Forty-one patients were analyzed 
in Group A (10 males and 31 females), with a mean age 
of 54.44±16.19 (range 22-80)y. Forty-one patients were 
analyzed in Group B (11 males and 30 females), with a mean 
age of 55.22±16.71 (range 23-86)y. The visual acuity and 
intraocular pressure of patients were stable during treatment 
in both groups. Compared Group A with Group B, there was 
no difference in OSDI, TBUT, CFS, MGE, meibum quality, 
gland dropout and levels of IL-6, IL-17A, IL-1β in tears at pre-
treatment baseline (P>0.05).
OSDI, CFS, TBUT and MGE scores were improved in 
both Group A and Group B at 1wk and 1mo after treatment 
compared with baseline, which were of statistically differences 
(all P<0.05). However, there was no significant difference in 
meibum quality scores and gland dropout scores between each 
time point and baseline in both groups (all P>0.05; Table 1). 

Compared Group A with Group B, there was no difference 
in TBUT and MGE score at 1wk (P>0.05). Compared with 
Group B, TBUT in Group A was higher than that in Group 
B at 1mo (P=0.035), and MGE score in Group A was lower 
than that in Group B at 1mo (P=0.001). However, there was 
no significant differences between Group A and Group B on 
OSDI, CFS, meibum quality scores and gland dropout scores 
at 1wk or 1mo (all P>0.05). 
Changes of Tear Cytokine Levels  The concentrations of IL-6,
IL-17A and IL-1β in tears at baseline, 1wk and 1mo were 
shown in Table 2. Changes of IL-6, IL-17A and IL-1β were 
defined as the concentrations of IL-6, IL-17A and IL-1β at 1wk 
or 1mo minus the concentrations of IL-6, IL-17A and IL-1β at 
baseline, respectively.
The changes of IL-6 in Group A were -83.94±36.55 pg/mL at 1wk 
and -61.74±35.94 pg/mL at 1mo. The changes of IL-6 in Group 
B were -72.68±23.39 pg/mL at 1wk and -84.16±23.87 pg/mL at 
1mo. In Group A, change of IL-6 at 1wk was lower than that 
at 1mo, though there was no statistical difference (P=0.249). 
In Group B, change of IL-6 was lower at 1mo compared with 
that at 1wk (P=0.015). Compared Group A with Group B, 
change of IL-6 did not differ significantly at either 1wk or 1mo 
(P=0.556, P=0.104; Figure 1).
The changes of IL-17A in Group A were -1.96±1.52 pg/mL at 
1wk and 0.18±1.77 pg/mL at 1mo. The changes of IL-17A in 
Group B were 2.30±1.68 pg/mL at 1wk and -1.07±1.35 pg/mL at 
1mo. In either Group A or Group B, change of IL-17A at 1wk 
did not differ significantly from that at 1mo (both P>0.05). 
Compared with Group B at 1wk, the change of IL-17A in 
Group A was lower, which was statistically different (P=0.05). 
Compared with Group B at 1mo, the change of IL-17A in 
Group A did not differ significantly (P=0.534; Figure 2).
The changes of IL-1β in Group A were -0.61±0.26 pg/mL at 
1wk and -0.07±0.33 pg/mL at 1mo. The changes of IL-1β in 
Group B were 0.35±0.26 pg/mL at 1wk and 0.39±0.44 pg/mL 

Table 1 Clinical outcomes in Group A and Group B at baseline, 1wk and 1mo
Parameters Group Baseline 1wk 1mo
OSDI A 38.92±2.59 29.98±3.31a 25.72±4.52b

B 38.14±2.39 31.07±2.44b 21.48±4.79b

TBUT(s) A 4.17±0.31 5.34±0.37b 5.87±0.44b,d

B 3.80±0.28 4.71±0.33a 4.63±0.31a

CFS A 2.24±0.42 1.39±0.34a 1.18±0.35a

B 2.85±0.49 1.68±0.41b 1.24±0.38a

MGE A 3.71±0.20 2.63±0.19c 1.61±0.15b,e

B 3.80±0.21 3.12±0.22b 2.61±0.23b

Meibum quality A 2.22±0.22 2.00±0.20 2.53±0.32
B 2.54±0.22 2.15±0.20 2.94±0.33

Gland dropout A 3.80±0.17 3.80±0.13 4.18±0.21
B 3.87±0.13 3.70±0.11 4.12±0.19

OSDI: Ocular surface disease index; TBUT: Tear film breakup time; CFS: Corneal fluorescein staining; MGE: 
Meibomian gland expressibility. aP<0.05, bP<0.01, cP<0.001, comparing with baseline. dP<0.05, eP<0.01, comparing 
Group A with Group B.
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at 1mo. In Group A, change of IL-1β was lower at 1wk than 
that at 1mo (P=0.027). In Group B, there was no significant 
difference compared change of IL-1β at 1wk with that at 
1mo (P=0.224). Compared with Group B at 1wk, the change 
of IL-1β in Group A was lower, which differed significantly 
(P=0.005). Compared with Group B at 1mo, the change of IL-1β 
in Group A did not differ statistically (P=0.626; Figure 3).
DISCUSSION
IPL is a new treatment for patients with DED associated 
MGD. However, the mechanisms of IPL to treat DED 
associated MGD still remain uncertain currently. The probable 
mechanisms included heat transfer, antibiotic effect and 
anti-inflammatory effect. The light emitted from IPL device 
was selectively absorbed by chromophores in hemoglobin, 
subsequently releasing thermal energy, which heated and 
destructed the abnormal vasculature in the eyelid margin and 
adjacent conjunctiva, thus preventing inflammatory mediators 
from the meibomian glands[24]. The probable mechanisms of 
IPL covered almost all the principles to treat DED associated 
MGD in classical therapy. Tobramycin/dexamethasone 
is widely used as an antibacterial and anti-inflammatory 
combination by ophthalmologist. Dexamethasone is a pure 
glucocorticoid agonist. It’s already known that therapeutic 
doses of dexamethasone have been shown to inhibit influx 
of macrophage and neutrophil, accompanied by a substantial 
downregulation of inflammatory cytokine production such as 
IL-6[32-33]. Several studies have reported the improvements of 
symptoms and signs of DED associated MGD after IPL[19-20]. 
Some studies indicated that IPL treatment could downregulate 

levels of IL-6 and IL-17A in tears of patients with DED 
associated MGD, comparing with placebo group[21]. However, the 
anti-inflammatory effects of IPL still remained unknown when 
comparing to tobramycin/dexamethasone plus warm compress. 
The clinical symptoms and signs for DED associated MGD 
after IPL were compared with tobramycin/dexamethasone plus 
warm compress in our study. OSDI, TBUT, CFS and MGE 
scores were all improved after treatment in both Group A 
and Group B, manifesting the clinical effects of both IPL and 
tobramycin/dexamethasone plus warm compress. These results 
coincided with previous reports[19,22,34]. Our study manifested 
that IPL improved TBUT and MGE more than tobramycin/
dexamethasone plus warm compress at 1mo after treatment.

Table 2 Concentrations of tear cytokines in Group A and Group B at baseline, 1wk and 1mo                                                                  pg/mL
Parameters Group Baseline 1wk Change 1mo Change
IL-6 A 126.90±39.68 42.96±7.99 -83.94±36.55 65.16±18.71 -61.74±35.94

B 129.21±27.21 56.52±12.8 -72.68±23.39 32.40±7.14 -84.16±23.87
IL-17A A 17.31±2.09 15.35±1.98 -1.96±1.52 17.49±2.17 0.18±1.77

B 15.81±1.89 18.11±2.28 2.30±1.68 14.74±1.87 -1.07±1.35
IL-1β A 3.62±0.34 3.01±0.39 -0.61±0.26 3.55±0.35 -0.07±0.33

B 3.18±0.33 3.53±0.34 0.35±0.26 3.57±0.56 0.39±0.44

Figure 1 Changes of IL-6 at 1wk and 1mo in Group A and Group 
B  IL: Interleukin. Change of IL-6: The concentration of IL-6 at 
1wk or 1mo minus the concentration of IL-6 at baseline. aP<0.05 
comparing 1wk with 1mo in Group B.

Figure 2 Changes of IL-17A at 1wk and 1mo in Group A and 
Group B  Change of IL-17A: The concentration of IL-17A at 1wk 
or 1mo minus the concentration of IL-17A at baseline. dP<0.05 
comparing Group A with Group B at 1wk.

Figure 3 Changes of IL-1β at 1wk and 1mo in Group A and 
Group B  Change of IL-1β: The concentration of IL-1β at 1wk or 
1mo minus the concentration of IL-1β at baseline. aP<0.05 comparing 
1wk with 1mo in Group A. eP<0.01 comparing Group A with Group 
B at 1wk.
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The changes of tear cytokine levels after IPL were compared 
with tobramycin/dexamethasone plus warm compress in 
order to evaluate their anti-inflammatory effects. As proved 
in many studies, hyperosmolar stress could activate mitogen-
activated protein kinases (MAPKs) on the ocular surface 
epithelium and stimulate secretions of IL-1β and IL-6[8]. IL-6 
and IL-1β are pro-inflammatory cytokines. IL-1β stimulates 
the production of other inflammatory cytokines, and then lyse 
the tight junctions in the superficial corneal epithelium[35]. IL-6 
drive the production of IL-17A produced by T-helper cells, 
and IL-17A could causes corneal barrier disruption[36-38]. These 
inflammatory mediators could upregulate each other, thus 
amplifying the inflammatory cascade[39]. We speculated that the 
batter clinical effects of IPL were due to IPL downregulating 
more cytokines.
In this study, the effects of IPL and tobramycin/dexamethasone 
plus warm compress on the changes of IL-6, IL-17A and IL-1β 
levels in tears were different. The reduction of IL-6 level in 
tears at 1wk was more than that at 1mo in Group A, but in 
Group B, the reduction of IL-6 level at 1wk was less than that 
at 1mo, though there were no statistical difference. It could be 
speculated that both IPL and tobramycin/dexamethasone plus 
warm compress could downregulate the level of IL-6 in tears, 
but the effect of IPL on IL-6 reduced as time went by. As for 
IL-17A and IL-1β in tears, IPL downregulated the levels of 
IL-17A and IL-1β at 1wk, while tobramycin/dexamethasone 
plus warm compress did not. But when time went to 1mo, 
IL-17A and IL-1β levels in Group A went back to the same 
level as pre-treatment. It’s manifested that IPL downregulated 
levels of IL-17A and IL-1β in tears more than tobramycin/
dexamethasone plus warm compress at 1wk, but the effect 
could not last for 1mo.
Interestingly, changes of IL-6, IL-17A and IL-1β levels was 
lowest at about 1wk after IPL, which was earlier than the 
appearance of clinical outcome peaks at 1mo. It’s speculated 
from this result that changes of tear cytokine levels may be 
more sensitive indexes than clinical signs to show effects of 
IPL. Changes of tear cytokine levels had the potential to be 
predictive indexes of clinical effects duration. When changes 
of tear cytokine levels were negative, it manifested the effect 
of IPL was on-going. However, when changes of tear cytokine 
levels went up to positive, it manifested the effect of IPL was 
over. This means the need of another time of IPL treatment. 
The result helped explain why prior researchers gave patients 
several times of IPL treatment at 4-week intervals.
The study also had some limitations. For the safety, tobramycin/
dexamethasone ointment cannot be used consecutively because 
of its potential side effects such as ocular hypertension 
and cataract. Thus, Group B in this study was treated with 
tobramycin and dexamethasone ointment for only one month. 

It could not be deduced from this study whether further benefit 
would be realized if tobramycin/dexamethasone was used in 
Group B for a longer time.
In conclusion, our study suggested that treatment with IPL 
could improve TBUT and MGE and downregulate levels of 
IL-17A and IL-1β in tears of patients with DED associated 
MGD better than treatment with tobramycin/dexamethasone 
plus warm compress in one-month treatment period.
ACKNOWLEDGEMENTS
Foundations: Supported by National Natural Science 
Foundation of China (No. 81570813); the Lin Hu Scientific 
Research Foundation of Department of Ophthalmology, Peking 
University Third Hospital; the Scientific Research Foundation 
for the Excellent Returned Overseas Chinese Scholars, Peking 
University Third Hospital; the Scientific Research Foundation 
for the Returned Overseas Chinese Scholars, State Education 
Ministry.
Conflicts of Interest: Gao YF, None; Liu RJ, None; Li YX, 
None; Huang C, None; Liu YY, None; Hu CX, None; Qi H, 
None.
REFERENCES

1 Nelson JD, Shimazaki J, Benitez-del-Castillo JM, Craig JP, McCulley 

JP, Den S, Foulks GN. The international workshop on meibomian gland 

dysfunction: report of the definition and classification subcommittee. 

Invest Ophthalmol Vis Sci 2011;52(4):1930-1937.

2 Bron AJ, de Paiva CS, Chauhan SK, Bonini S, Gabison EE, Jain S, 

Knop E, Markoulli M, Ogawa Y, Perez V, Uchino Y, Yokoi N, Zoukhri 

D, Sullivan DA. TFOS DEWS II pathophysiology report. Ocul Surf 

2017;15(3):438-510. 

3 Bron AJ, Tiffany JM. The contribution of meibomian disease to dry eye. 

Ocul Surf 2004;2(2):149-165.

4 Craig JP, Nichols KK, Akpek EK, Caffery B, Dua HS, Joo CK, Liu ZG, 

Nelson JD, Nichols JJ, Tsubota K, Stapleton F. TFOS DEWS II definition 

and classification report. Ocul Surf 2017;15(3):276-283.

5 The definition and classification of dry eye disease: report of the 

Definition and Classification Subcommittee of the International Dry Eye 

WorkShop (2007). Ocul Surf 2007;5(2):75-92.

6 Schaumberg DA, Nichols JJ, Papas EB, Tong L, Uchino M, Nichols 

KK. The international workshop on meibomian gland dysfunction: report 

of the subcommittee on the epidemiology of, and associated risk factors 

for, MGD. Invest Ophthalmol Vis Sci 2011;52(4):1994-2005.

7 Stapleton F, Alves M, Bunya VY, Jalbert I, Lekhanont K, Malet F, Na 

KS, Schaumberg D, Uchino M, Vehof J, Viso E, Vitale S, Jones L. TFOS 

DEWS II epidemiology report. Ocul Surf 2017;15(3):334-365.

8 Pflugfelder SC, de Paiva CS. The pathophysiology of dry eye disease: 

what we know and future directions for research. Ophthalmology 

2017;124(11S):S4-S13.

9 Yoon KC, Jeong IY, Park YG, Yang SY. Interleukin-6 and tumor 

necrosis factor-alpha levels in tears of patients with dry eye syndrome. 

Cornea 2007;26(4):431-437.

Anti-inflammation in dry eye



1713

Int J Ophthalmol,    Vol. 12,    No. 11,  Nov.18,  2019       www.ijo.cn
Tel: 8629-82245172     8629-82210956      Email: ijopress@163.com

10 Acera A, Rocha G, Vecino E, Lema I, Durán JA. Inflammatory 

markers in the tears of patients with ocular surface disease. Ophthalmic 

Res 2008;40(6):315-321.

11 Lam H, Bleiden L, de Paiva CS, Farley W, Stern ME, Pflugfelder SC. 

Tear cytokine profiles in dysfunctional tear syndrome. Am J Ophthalmol 

2009;147(2):198-205. e1.

12 Lee SY, Han SJ, Nam SM, Yoon SC, Ahn JM, Kim TI, Kim EK, 

Seo KY. Analysis of tear cytokines and clinical correlations in Sjögren 

syndrome dry eye patients and non-Sjögren syndrome dry eye patients. 

Am J Ophthalmol 2013;156(2):247-253.e1.

13 Liu RJ, Ma BK, Gao YF, Ma BP, Liu YY, Qi H. Tear inflammatory 

cytokines analysis and clinical correlations in diabetes and nondiabetes 

with dry eye. Am J Ophthalmol 2019;200:10-15.

14 Liu RJ, Gao CF, Chen HJ, Li YX, Jin Y, Qi H. Analysis of Th17-

associated cytokines and clinical correlations in patients with dry eye 

disease. PLoS One 2017;12(4):e0173301.

15 Geerling G, Tauber J, Baudouin C, Goto E, Matsumoto Y, O’Brien 

T, Rolando M, Tsubota K, Nichols KK. The international workshop on 

meibomian gland dysfunction: report of the subcommittee on management 

and treatment of meibomian gland dysfunction. Invest Ophthalmol Vis Sci 

2011;52(4):2050-2064.

16 Goto E, Monden Y, Takano Y, Mori A, Shimmura S, Shimazaki J, 

Tsubota K. Treatment of non-inflamed obstructive meibomian gland 

dysfunction by an infrared warm compression device. Br J Ophthalmol 

2002;86(12):1403-1407.

17 Bilkhu PS, Naroo SA, Wolffsohn JS. Effect of a commercially 

available warm compress on eyelid temperature and tear film in healthy 

eyes. Optom Vis Sci 2013:1.

18 Toyos R. Intense pulsed light therapy improves dry eye symptoms. 

Ophthalmology Times 2009;34(20):47-51. 

19 Toyos R, McGill W, Briscoe D. Intense pulsed light treatment for dry 

eye disease due to meibomian gland dysfunction; a 3-year retrospective 

study. Photomed Laser Surg 2015;33(1):41-46.

20 Vora GK, Gupta PK. Intense pulsed light therapy for the treatment of 

evaporative dry eye disease. Curr Opin Ophthalmol 2015;26(4):314-318.

21 Liu RX, Rong B, Tu P, Tang Y, Song WJ, Toyos R, Toyos M, Yan XM. 

Analysis of cytokine levels in tears and clinical correlations after intense 

pulsed light treating meibomian gland dysfunction. Am J Ophthalmol 

2017;183:81-90.

22 Craig JP, Chen YH, Turnbull PR. Prospective trial of intense pulsed 

light for the treatment of meibomian gland dysfunction. Invest Ophthalmol 

Vis Sci 2015;56(3):1965-1970.

23 Gupta PK, Vora GK, Matossian C, Kim M, Stinnett S. Outcomes of 

intense pulsed light therapy for treatment of evaporative dry eye disease. 

Can J Ophthalmol 2016;51(4):249-253.

24 Li D, Lin SB, Cheng B. Intense pulsed light: from the past to the 

future. Photomed Laser Surg 2016;34(10):435-447.

25 Arita R, Itoh K, Maeda S, Maeda K, Furuta A, Fukuoka S, Tomidokoro 

A, Amano S. Proposed diagnostic criteria for obstructive meibomian 

gland dysfunction. Ophthalmology 2009;116(11):2058-2063.e1.

26 Tomlinson A, Bron AJ, Korb DR, Amano S, Paugh JR, Pearce EI, Yee 

R, Yokoi N, Arita R, Dogru M. The international workshop on meibomian 

gland dysfunction: report of the diagnosis subcommittee. Invest 

Ophthalmol Vis Sci 2011;52(4):2006-2049.

27 Methodologies to diagnose and monitor dry eye disease: report of the 

Diagnostic Methodology Subcommittee of the International Dry Eye 

WorkShop (2007). Ocul Surf 2007;5(2):108-152.

28 Fitzpatrick TB. The validity and practicality of sun-reactive skin types 

I through VI. Arch Dermatol 1988;124(6):869-871.

29 Lemp MA. Report of the National Eye Institute/Industry workshop on 

Clinical Trials in Dry Eyes. CLAO J 1995;21(4):221-232. 

30 Pflugfelder SC, Tseng SC, Sanabria O, Kell H, Garcia CG, Felix C, 

Feuer W, Reis BL. Evaluation of subjective assessments and objective 

diagnostic tests for diagnosing tear-film disorders known to cause ocular 

irritation. Cornea 1998;17(1):38-56.

31 Bron AJ, Benjamin L, Snibson GR. Meibomian gland disease. 

Classification and grading of lid changes. Eye (Lond) 1991;5(Pt 4): 

395-411.

32 Yi ES, Remick DG, Lim Y, Tang W, Nadzienko CE, Bedoya A, 

Yin S, Ulich TR. The intratracheal administration of endotoxin: X. 

Dexamethasone downregulates neutrophil emigration and cytokine 

expression in vivo. Inflammation 1996;20(2):165-175.

33 Bartko J, Stiebellehner L, Derhaschnig U, Schoergenhofer C, 

Schwameis M, Prosch H, Jilma B. Dissociation between systemic and 

pulmonary anti-inflammatory effects of dexamethasone in humans. Br J 

Clin Pharmacol 2016;81(5):865-877.

34 Lee H, Chung B, Kim KS, Seo KY, Choi BJ, Kim TI. Effects of topical 

loteprednol etabonate on tear cytokines and clinical outcomes in moderate 

and severe meibomian gland dysfunction: randomized clinical trial. Am J 

Ophthalmol 2014;158(6):1172-1183.e1.

35 Li DQ, Chen Z, Song XJ, Farley W, Pflugfelder SC. Hyperosmolarity 

Stimulates Production of MMP-9, IL-1β and TNFα by human corneal 

epithelial cells via a c-Jun NH2-terminal kinase pathway. Invest 

Ophthalmol Vis Sci 2002;13(43):1981. 

36 Lee Y, Awasthi A, Yosef N, Quintana FJ, Xiao S, Peters A, Wu C, 

Kleinewietfeld M, Kunder S, Hafler DA, Sobel RA, Regev A, Kuchroo 

VK. Induction and molecular signature of pathogenic TH17 cells. Nat 

Immunol 2012;13(10):991-999.

37 McGeachy MJ, Bak-Jensen KS, Chen Y, Tato CM, Blumenschein W, 

McClanahan T, Cua DJ. TGF-beta and IL-6 drive the production of IL-17 

and IL-10 by T cells and restrain T(H)-17 cell-mediated pathology. Nat 

Immunol 2007;8(12):1390-1397.

38 De Paiva CS, Chotikavanich S, Pangelinan SB, Pitcher JD 3rd, Fang 

B, Zheng X, Ma P, Farley WJ, Siemasko KF, Niederkorn JY, Stern ME, Li 

DQ, Pflugfelder SC. IL-17 disrupts corneal barrier following desiccating 

stress. Mucosal Immunol 2009;2(3):243-253.

39 Yamaguchi T. Inflammatory response in dry eye. Invest Ophthalmol 

Vis Sci 2018;59(14):DES192-DES199.


