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MEDICATION RECONCILIATION
• WHY DONE?

– MAKING SURE ALL OF US KNOW WHAT MEDS OUR PATIENTS TAKE

– THEORETICALLY 
• TO AVOID INTERACTIONS WITH DRUGS WE ARE USING DURING OUR EYE EXAM THAT MAY 

INTERFERE WITH THOSE THAT A PATIENT IS CURRENTLY TAKING

– THIS IS NOT REALLY AN ISSUE WITH WHAT WE USE (FLURESS/CAINES, M1, N2.5)



MEDICATION RECONCILIATION

• WHY ELSE IS IT DONE?

– MAKING SURE WE KNOW WHAT MEDICATIONS A PATIENT IS TAKING

• A DOUBLE CHECK OF THEIR SYSTEMIC DISEASE +/-

– TO SEE IF ANY (RX OR OTC) MAY CAUSE EYE PROBLEMS

– ALWAYS LOOK FOR

• MEDICATIONS THAT MAY CAUSE OCULAR SIDE EFFECTS / VISION LOSS, ETC

• NEED TO KNOW IF MEDS (RX OR OTC) MAY CAUSE EYE PROBLEMS

– LOOK FOR:  SEMAGLUTIDE (OZEMPIC), AMIODARONE, PLAQUENIL 

(HYDROXYCHLOROQUINE), ETHAMBUTOL, INTERFERON, ED MEDS,  FLOMAX, BLOOD 

THINNERS, STEROIDS, GILENYA, TAMOXIFEN, TOPAMAX, ANTIDEPRESSANTS, 

ANTIPSYCHOTICS, ETC.



MEDICATION RECONCILIATION
• PATIENT 

– IS SUPPOSED TO BE GIVEN A LIST OF KNOWN VA / PRIVATE MEDICATIONS

• UNFORTUNATELY, THAT IS NOT BEING DONE

– HOWEVER, PATIENT IS SUPPOSED TO KNOW THEIR OWN LIST PRIOR TO SEEING DOCTOR

• NOT ALWAYS

• SOMETIMES THEY JUST HAND YOU THEIR OWN WRITTEN/TYPED LIST

• DO NOT WASTE TIME (CAN DO THIS DURING DILATION)



WHAT DOES THE MED REC 

TEMPLATE SAY?



THE VA FULL EYE EXAM 

TEMPLATE



MEDICATION RECONCILIATION
• WE ASK

– IS YOUR LIST OF MEDICATIONS UP TO DATE?

• IF YES = NO CHANGES, LEAVE #1 AND DELETE 2,3,4

• IF PATIENT UNSURE, LEAVE #3 AND DELETE 1,2,4

– IF YES (AND PATIENT KNOWS THEM), WHAT ARE THE CHANGES?

• RECORD THEM UNDER #2 MED REC

– ODS AND RESIDENTS MUST ADD NAME ONLY TO NON-VA LIST 

– EVEN ARTIFICIAL TEARS AND VISINE, ETC. SHOULD BE LISTED HERE

– IF PATIENT SAYS NO LONGER TAKING EYE MED, YOU CAN REMOVE IT

– IF PATIENT SAYS NO LONGER TAKING VA SYSTEMIC MED, DOCUMENT BUT DO NOT REMOVE IT

• STUDENT RECORDS THEM UNDER #2 MED REC AND TELLS OD

– KEEP IN MIND

• IF NO NONVA MEDICATIONS ARE LISTED AND PATIENT DOES NOT TAKE ANY…

– ODS / RESIDENTS ARE TO ADD “NO NONVA MEDS” TO FILL IN THE BLANK SPACE

– STUDENT TELLS THE OD SO WE CAN ADD “NO NONVA MEDS”

– WE CAN DELETE THINGS FROM NONVA MEDS BUT CANNOT FROM VA MED LIST

– FYI OTC ARTIFICIAL TEARS, VISINE, ETC. SHOULD BE ON NONVA LIST



MEDICATION RECONCILIATION

• IF STARTING A NEW OPHTHALMIC MEDICATION 

– SEND TO PHARMACY TO PICK UP

• NEW MEDICATION WILL BE ADDED AND PRINTED ON NEW SHEET AT PHARMACY

– SENDING HOME AND WILL BE MAILED

• NEW MEDICATION SHOULD BE WRITTEN ON PRINTED SHEET BY STUDENT, RESIDENT, 

STAFF OD

– IF STARTING A 2ND OR 3RD GLAUCOMA MEDICATION

• FILL OUT GLAUCOMA EYE MED INSTRUCTION SHEET AND GIVE TO PATIENT AND 

REVIEW



MEDICATIONS THAT MAY 

CAUSE OCULAR SIDE EFECTS
• SEMAGLUTIDE (OZEMPIC)

• AMIODARONE

• HYDROXYCHLOROQUINE (PLAQUENIL)

• ETHAMBUTOL

• INTERFERON

• ED MEDS

• FLOMAX

• BLOOD THINNERS

• STEROIDS

• GILENYA

• TAMOXIFEN

• TOPAMAX

• ANTIDEPRESSANTS

• ANTIPSYCHOTICS

• ETC.
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CAUSE OCULAR SIDE EFECTS
• SEMAGLUTIDE (OZEMPIC)
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ALWAYS TRY TO LEARN 

ABOUT MEDS
• REVIEW PATIENT LISTS

• LISTEN TO WHAT PATIENTS TELL YOU

• LISTEN TO ADVERTISEMENTS

• LOOK UP MEDS YOU ARE NOT FAMILIAR WITH

• LOOK CAREFULLY AT MEDS LIST IF CANNOT IMPROVE VISION

• GO LOOKING FOR VISION RELATED SIDE EFECTS

– DOCUMENT IN CHART IF ANY FOUND



MEDICATION INFORMATION

• WHILE AT THE VA

– USE UPTODATE





MEDICATION INFORMATION

• WHEN NOT AT THE VA

– CAN USE NOVA’S LIBRARY 

AND ALSO USE UPTODATE

OR 

– DRUGS.COM

OR

– GOOGLE THE DRUG

OR

– PHONE APPS



PLAQUENIL

• GENERIC

– HYDROXYCHLOROQUINE 

SULFATE 

• A CHLOROQUINE 

DERIVATIVE

• USES

– DISCOID AND SYSTEMIC 

LUPUS ERYTHEMATOSIS

– RHEUMATOID ARTHRITIS

– MALARIA

– SJOGREN’S SYNDROME

– DERMATOLOGIC DISORDERS



PLAQUENIL

• DOSAGE

– 400mg QD OR BID FOR WEEKS / 

MONTHS

– 200-400 mg/day FOR PROLONGED 

THERAPY

• MECHANISM

– CLASSIFIED AS A DISEASE 

MODIFYING ANTIRHEUMATIC DRUG

– EXACT MECHANISM IS UNKNOWN

– THOUGHT TO WORK BY BLOCKING 

RECEPTORS IN BODY INVOLVED IN 

INFLAMMATION AND ANTIGEN 

PRESENTATION

– SUPPRESSES CYTOKINE CELL 

SIGNALING AND LYMPHOCYTE 

PROLIFERATION



PLAQUENIL

• ADVERSE REACTIONS

– OTHER

• CARDIOVASCULAR, CNS, 

DERMATOLOGIC, GI, 

HEMATOLOGIC, HEPATIC, 

NEUROMUSCULAR / SKELETAL, 

OTIC, RESPIRATORY, OTHERS

– OCULAR

• Corneal changes

– edema, opacity, sensitivity

– Deposits (vortex = Fabry, amiodarone, 

rhokinase inhibitors)

– visual disturbance, blurred vision, 

photophobia

• Decreased visual acuity

• Macular degeneration, Maculopathy

• Nystagmus disorder

• Retinal pigment changes, RP

• Scotoma

• Vision color changes

• Visual field defect



CLINICIAN’S PERSPECTIVE



RISK FACTORS

• DOSAGE 

– HISTORICALLY

• DAILY DOSE > 400 mg (6.5 mg/kg) REGARDLESS 

OF WEIGHT

– NOW

• AAO RECOMMENDATIONS < 5.0 mg/kg REAL 

WEIGHT

• DURATION

– MOST CASES OF TOXICITY OCCUR AFTER ~ 5 

YRS OF USE

– 6.5 MG / KG / D  FOR 8.7 YEARS

• TOXICITY IN 0.05% OF PTS

• 1% WITH > 5 YEARS OR > 1000 G 

– 400 mg DAILY X 365 DAYS X 7 YEARS = 1022 

GRAMS

• 2% AT 10 YEARS

• 20% AT 20 YEARS

– SUGGESTION

• RECORD DATE STARTED ON PLAQUENIL



OTHER MAJOR RISK FACTORS

• RENAL DISEASE

• TAMOXIFEN USE

• RETINAL AND 

MACULAR DISEASE



OTHER RISK FACTORS

• ASIANS

– INFREQUENT BULL’S EYE

– MORE COMMON 

PERIPHERAL OR 

EXTRAMACULAR 

DISTRIBUTION NEAR 

ARCADES

– DO VF 24-2 OR 30-2



LESSER RISK FACTORS

• AGE

– ELDERLY MAY BE AT 

HIGHER RISK

• POSSIBLY DUE TO DRUG 

CLEARANCE ISSUES

• LIVER DISEASE

– LOWER DOSES DUE TO 

LIMITED DRUG 

CLEARANCE

• GENETIC FACTORS

• SHORT STATURE
– LOWER DOSES SHOULD BE USED 

BASED ON IDEAL BODY WEIGHT

• OBESE 
– BASE ON HEIGHT DUE TO RISK OF 

OVERDOSE IF DONE ON WEIGHT

• RETINAL / MACULAR 

DISEASE

– A CONTRAINDICATION TO 

STARTING / CONTINUING 

THE MEDICATION?

• HARDER TO RECOGNIZE 

SIGNS OF EARLY TOXICITY

• CONSIDER GETTING RETINA 

SPECIALIST’S OPINION



WHAT SHOULD 

OPTOMETRISTS DO?
• KNOW WHAT MEDICATIONS PATIENTS ARE ON

• BE AWARE OF THE POTENTIAL FOR DAMAGE

• KNOW WHAT TESTS INVOLVED IN SCREENING FOR 

PLAQUENIL DAMAGE

• DETECT DAMAGE EARLY!



PRIOR TO 2011

SCREENING FOR DAMAGE

• HISTORICALLY

– COMPREHENSIVE EYE EXAM

– COLOR VISION

• RED-GREEN COLOR DEFECTS

– AMSLER GRID

– DILATED FUNDUS EXAM

– PHOTOS

• BASELINE

– VISUAL FIELD

• WHITE 10-2 OR RED 10-2?

– RED THOUGHT TO BE MORE SENSITIVE FOR EARLY TOXICITY

– HOWEVER, NO NORMATIVE DATABASE, HIGH FALSE POSITIVES



2011 / 2016 UPDATES



SINCE 2016 

SCREENING FOR DAMAGE 



FUNDUS EVALUATION

• WHY “NECESSARY”?

– GUIDELINE SAYS IT IS NOT

– HOWEVER….LOOK FOR RETINAL CHANGES 

CAN CAUSE DECREASED VISION, SCOTOMA, 

ETC., OTHER RETINAL DISEASES

• WHAT TEST?

– DFE

• WHAT TO LOOK FOR?

– EARLY

• SUBTLE RPE STIPPLING, LOSS OF FOVEAL 

LIGHT REFLEX

– LATE

• RPE CHANGES , BULL’S EYE PATTERN  (RING 

OF HYPER / HYPO PIGMENTATION)

– ADVANCED

• PERIPHERAL RETINA MAY BE AFFECTED

– RPE PROLIFERATION, VASCULAR 

ATTENUATION

• OPTIC ATROPHY

• IS IT NORMAL / ABNORMAL?

– PRIOR OR SUBSEQUENT MACULAR DISEASE 

MAY BE A CONTRAINDICATION TO USING 

PLAQUENIL



PLAQUENIL RELATED 

MACULOPATHY
• DIFFERENTIAL DIAGNOSIS

– PLAQUENIL MACULOPATHY

– AGE-RELATED MACULAR DEGENERATION

– CENTRAL AREOLAR  CHOROIDAL DYSTROPHY

– STARGARDT’S DISEASE

– CONE-ROD DYSTROPHY

– BENIGN CONCENTRIC ANNULAR DYSTROPHY



BULL’S EYE MACULOPATHY



• INTERNAL LIMITING MEMBRANE

• NERVE FIBER LAYER

• GANGLION CELL LAYER

• INNER PLEXIFORM LAYER

• INNER NUCLEAR LAYER

• OUTER PLEXIFORM LAYER

• OUTER NUCLEAR LAYER

• EXTERNAL LIMITING MEMBRANE

• INNER / OUTER PHOTORECEPTOR 
SEGMENT

• RETINAL PIGMENT EPITHELIUM

• BRUCH'S MEMBRANE

• CHOROID

• SCLERA

KNOW YOUR ANATOMY



OCT EVALUATION

• WHY NECESSARY?

– OBJECTIVE

• WHAT TEST?

– SPECTRAL DOMAIN OCT
• TIME DOMAIN NOT AS DETAILED



OCT EVALUATION

• WHAT TO LOOK FOR?

– LOCALIZED THINNING OF 

RETINAL LAYERS IN PARAFOVEAL 

REGION

• IS IT NORMAL / ABNORMAL?

– MILD
• LOSS OF OR DISRUPTION OF PARAFOVEAL 

INNER / OUTER SEGMENT JUNCTION (IS-OS)

• THINNING OF OUTER NUCLEAR LAYER

– LATE
• COMPLETE LOSS OF IS-OS JUNCTION 

THROUGHOUT THE FOVEA

– FLYING SAUCER PATTERN



PLAQUENIL 
OCT CHANGES

• LOSS OF OR DISRUPTION OF PARAFOVEAL INNER / OUTER 

SEGMENT JUNCTION (IS-OS)

• THINNING OF OUTER NUCLEAR LAYER

• COMPLETE LOSS OF IS-OS JUNCTION THROUGHOUT  FOVEA



PLAQUENIL MACULOPATHY



THE “FLYING SAUCER SIGN”

NORMAL

PLAQUENIL TOXICITY

LOSS / THINNING OF 

PARAFOVEAL AREA



THE “FLYING SAUCER SIGN”

Spectralis Cirrus



OCT PATTERNS



FUNDUS AUTOFLUORESCENCE

• INCREASED FAF 

– INDICATES ACCUMULATION OF 

LIPOFUSCIN (COMMON IN MANY 

RETINAL DISEASES)

– ABNORMAL METABOLISM WITH 

INCREASED PHAGOCYTOSIS OF 

PHOTORECEPTOR OUTER 

SEGMENT

OR

– INHERITED / ACQUIRED DEFECT 

OF PHAGOCYTIC PROCESS OF RPE

• DECREASED FAF 

– INDICATES PHOTORECEPTOR OR 

RPE CELL LOSS



FUNDUS 

AUTOFLUORESCENCE



VISUAL FIELD EVALUATION

• WHY NECESSARY?

– PARAFOVEAL LOSS OF RETINAL 

SENSITIVITY MAY APPEAR BEFORE 

FUNDUS CHANGES

• WHAT TEST?

– 10-2 WHITE

• WHAT TO LOOK FOR?

– RELIABILITY  (FL / FN / FP  < 33%)

– INTERPRET PATTERN DEVIATION

• IS IT NORMAL / ABNORMAL?

– “INTERPRET WITH LOW THRESHOLD OF 

SUSPICION”

– P VALUE < 5% (4 DOTS) INDICATES 

HIGH PROBABILITY OF ABNORMALITY

– REPEAT TO CONFIRM

– ANY REPRODUCIBLE CENTRAL OR 

PARAFOVEAL SPOTS MAY INDICATE 

EARLY TOXICITY



ASIAN PATIENTS

• SKIP THE 10-2

• DO 24-2 OR 30-2

• RARE BULL’S EYE

• MORE COMMON PERIPHERAL 

OR EXTRAMACULAR 

DISTRIBUTION NEAR 

ARCADES



MULTIFOCAL 

ELECTRORETINOGRAM

• WHY NECESSARY?

– OBJECTIVE

• WHAT TO LOOK FOR?

– LOCALIZED PARACENTRAL 

DEPRESSION IN EARLY TOXICITY

– POSSIBLY MORE SENSITIVE THAN 

VF 10-2 WHITE



TO DETECT TOXICTY EARLY…

DO AS MUCH AS YOU CAN!



EXAMPLE 1
20/40 OD, 20/40 OS

5.84 mg/kg x 20 years



EXAMPLE 2
20/30, 20/25

6.5 mg/kg x 10 yrs



EXAMPLE 2



EXAMPLE 3 ASIAN PATIENT
8 mg/kg x 8 yrs, 4 mg/kg x 2yr



EXAMPLE 4

PROGRESSIVE CHANGE



WHAT’S THE LATEST?

• Retinal thickness remains stable for many years 

in most patients on long-term HCQ 36 therapy, 

but after a critical point the retina may begin to 

thin rapidly. 

• Sequential plots of inner and outer 37 ETDRS 

ring macular thickness provide objective 

evidence of this early structural change several 

years 38 before conventional signs appear. 

• This approach can alert patients and prescribing 

physicians to 39 potential retinal damage and 

uses readily available OCT measurements that 

could be automated by 40 manufacturers for use 

in comprehensive eyecare settings



HOW OFTEN TO SEE PATIENT?

• HISTORICALLY

– 1993 

• PLAQUENIL PRODUCT INSERT

– BASELINE

– REGULAR OPHTHALMIC 

ASSESSMENTS EVERY 3 MOS

– 1994

• 79% OF OPHTHALMOLOGISTS 

RECOMMEND EVERY 6 MOS

– 1996

• BASELINE AND THEN 

ANNUALLY

• NOW
• BASELINE

• IF CONCOMITANT RISK 

FACTOR… YEARLY

• IF NO OTHER RISK FACTORS… 5 

YEARS

• AT 5 YEARS
• THEN YEARLY

• AT VA

• WE TEND TO FOLLOW YEARLY



PLAQUENIL ALTERNATIVES

• DISEASE MODIFYING ANTI-RHEUMATIC DRUGS

– OPTIONS

• LEFLUNOMIDE (ARAVA)

• CYCLOSPORINE (NEORAL)

• SULFASALZINE (AZULFIDINE)

• GOLD (RIDAURA, SOLGANAL, MYOCHRISINE)

• METHOTREXATE (RHEUMATREX, TREXALL)

• CYCLOPHOSPHAMIDE (CYTOXAN)

• AZATHIOPRINE (IMURAN)

• BIOLOGICS (ACETMRA, CIMZIA, ENBREL, HUMIRA, KINERET, 

ORENCIA, REMICADE, RITUXAN, SIMPONI)

– ALL HAVE THEIR OWN POTENTIAL SIDE EFFECTS



REAL WORLD DILEMMA

• WHAT IF YOU ARE WORKING AT A LOCATION WITHOUT THE 

NECESSARY EQUIPMENT?

– AS SOON AS YOU HEAR THE PATIENT IS ON PLAQUENIL

• EXPLAIN SITUATION TO PATIENT 

• PRESENT OPTIONS

1. REFER COMPLETELY TO SOMEONE WITH THE EQUIPMENT

» SUGGESTION

» DO IT BEFORE YOU CHARGE THE PATIENT.  THEY APPRECIATE IT.

» UNFORTUNATELY YOU WILL LOSE THE PATIENT MAYBE FAMILY TOO

2. REFER TO COLLEAGUE WITH EQUIPMENT AND YOU INTERPRET THE RESULTS

» YOU MAY END UP KEEPING THE PATIENT AND FAMILY TOO

» MAY BE BEST FOR CONTACT LENS PATIENTS, ETC.



ANOTHER REASON FOR 

MEDICATION RECONCILIATION



2021



2022



TREND



WHY DID THE RETINOPATHY 

GET WORSE?



BP DATA



LAB DATA
CREATININE / UREA NITROGEN / GFR



A1C REVIEW

HIS A1c HAS IMPROVED, WHY IS HE GETTING WORSE?



A1C REVIEW

IS IT POSSIBLY RELATED TO RAPID A1c REDUCTION AND/OR OZEMPIC?

PRIVATE OZEMPIC X 

approximately 12/21



FROM THE LITERATURE

• …INCREASE IN DIABETIC RETINOPATHY 

COMPLICATIONS WITH SEMAGLUTIDE VS 

PLACEBO MAY RELATED WITH THE LARGE 

AND RAPID DECLINE IN HbA1c DURING THE 

FIRST 16 WEEKS OF TREATMENT

• EARLY WORSENING OF DIABETIC 

RETINOPATHY IS A KNOWN PHENOMENON 

ASSOCIATED WITH THE RAPIDITY AND 

MAGNITUDE OF IMPROVEMENT IN 

GLYCEMIC CONTROL WITH INSULIN

• BOTTOMLINE…

– RAPID REDUCTION IN A1c FROM ANY 

METHOD IS A RISK FACTOR FOR 

RETINOPATHY PROGRESSION

– THIS IS NOT NEW

• KNOWN SINCE 1998



OZEMPIC

• GENERIC

– SEMAGLUTIDE

• USES

– DM TYPE 2

– WEIGHT MANAGEMENT

• DOSAGE

– ORAL

– SUBCUTANEOUS

• MECHANISM

– Glucagon-Like Peptide-1 (GLP-1) 

Receptor Agonist

• bind and activate the GLP-1 receptor

• enhancing insulin secretion and slowing gastric 

emptying.

• GLP-1 receptor agonists are generally 

recommended as second and third-line therapy 

for type 2 diabetes mellitus (T2DM).



OZEMPIC

• MECHANISM

– Glucagon-Like Peptide-1 (GLP-1) 

Receptor Agonist

• bind and activate the GLP-1 receptor

• enhancing insulin secretion and slowing gastric 

emptying.

• GLP-1 receptor agonists are generally 

recommended as second and third-line therapy 

for type 2 diabetes mellitus (T2DM).

– GLP-1 RAs exert both neuroprotective 

and microvascular protective effects via 

several pathways, leading to the 

prevention of vascular leakage, which is 

an early event in the pathogenesis of DR

• OTHER GLP-1 ANALOGS

– LIRAGLUTIDE (SAXENDA, VICTOZA)

– ALBIGLUTIDE

– DULAGLUTIDE

– EXENATIDE



OZEMPIC

• ADVERSE REACTIONS

– OCULAR

• An increased incidence of diabetic retinopathy complications (DRC) was noted during the SUSTAIN-6 study, a clinical 

trial evaluating the impact of SUBQ semaglutide on cardiovascular outcomes in patients with type 2 diabetes

– complications included vitreous hemorrhage, onset of diabetes-related blindness, and the need for treatment with an intravitreal agent 

or retinal photocoagulation

• In a separate analysis of SUSTAIN clinical trial data, the effect was reported to be mainly observed in patients with 

preexisting diabetic retinopathy (DR) and primarily attributable to the magnitude and rapidity of reduction in HbA1c 

during the first 16 weeks of the trial

• Clinicians should note that this effect has been observed with SUBQ semaglutide, exenatide, and dulaglutide but not 

other glucagon-like peptide-1 receptor agonists

– trials are underway to better understand the long-term effects of semaglutide on diabetic eye disease. 

• Oral semaglutide has not been associated with an increased incidence of DRC

– Mechanism: 

• Unknown; in general, worsening of preexisting DR is a known consequence of rapid improvement of hyperglycemia, 

especially in patients with uncontrolled diabetes 

• Although unlikely, a direct toxic effect or potential angiogenic action of semaglutide has not been ruled out 

• Onset: Varied; the increased incidence of DRC during the SUSTAIN-6 study may be attributed to the reduction in 

HbA1c at week 16 however, clinicians should note that DR is a progressive condition and the onset of DRCs may vary.

– Risk factors:

• Preexisting diabetic retinopathy

• Large (>1.5%) and rapid (≤16 weeks) decline in HbA1c 



WHY DOES RETINOPATHY 

WORSEN?
• EXACT MECHANISM IS NOT CLEAR

• THEORIES

– SUSTAIN-6 TRIAL POSSIBLE REASONS

• PATIENTS WERE OLDER

• STARTED FROM HIGHER BASELINE A1c

• WERE DIABETICS FOR LONGER

– 1998 DCCT POSSIBLE REASONS

• DECREASE IN NUTRIENT SUBSTRATE

• DECREASED ABILITY OF THE RETINAL 

CIRCULATION TO AUTOREGULATE

• INCREASE IN GROWTH FACTORS

– OTHER

• OSMOTIC THEORY

– RAPID CHANGES IN GLUCOSE 

RESULTS IN EXUDATION OF FLUID 

FROM BLOOD VESSELS

• IMPACT ON 

– VEGF (SEE DCCT)

– OXYGEN-FREE RADICALS



AAO RECOMMENDATIONS

• “The presence of semaglutide in a medical profile should 

alert the ophthalmologist to a potential risk”

• “The whole point with these drugs is that you’re trying to 

reduce mortality from cardiovascular risks”

• “Whether patients progress in diabetic retinopathy or not, I 

would rather we potentially ameliorate their macrovascular 

risk of cardiovascular and cerebrovascular diseases, instead 

of worrying about microvascular, eye-related risks that we 

can manage appropriately with current modalities.”

• FOLLOW-UP

– MILD

• 6 MOS

– MODERATE

• EVERY 3 MOS

– SEVERE

• 4-6 WEEKS

– THINGS STABILIZE AFTER 12-18 MOS

• FOCUS TRIAL

– ENROLLING 1500 PATIENTS

– RANDOMIZED TO PLACEBO OR SEMAGLUTIDE + 

CURRENT DM MEDS

– OUTCOME MEASURES

• PROGRESISON OF DM RETINOPATHY

• INCIDED OF TREATMENT WITH ANTI-VEGF, LASER OR 

VITRECTOMY. 

• CONCLUDES 2027
NOVEMBER 2021

https://www.aao.org/eyenet/article/update-on-semaglutide-risks



SO WHAT SHOULD WE DO?

• FOR OZEMPIC PATIENTS…

– PER ORLANDO VAMC RETINA

• If no diabetic retinopathy

– 6 months.

• Mild NPDR without DME

– then monitor every 3-4 months initially

– if stable for two visits can extend to 6 months.

• Moderate and severe NPDR without DME

– every 3 months. 

• Severe NPDR with concern for possible PDR

– refer to retina. 

• PDR 

– referred to retina. 

• Any NPDR with clinically significant DME

– start ketorolac QID and refer to retina.

• I THINK SHOULD DOCUMENT

– +DM x (START YEAR OF ANY TREATMENT)

– +/- INSULIN

– +/- OZEMPIC (START DATE)


