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Letters to the Editor

Unusual markings on an intraocular 
lens postoperatively

Dear Editor, 
The clear refractive surface of intraocular lenses (IOLs) may 
be clouded by inflammatory deposits, cells (posterior capsular 
opacification) or denaturation of the lens material itself. Our 
patient had highly unusual deposits on the lens postoperatively. 
Several factors causing opacification of intraocular lenses are 
discussed.

A 50-year-old lady had painless, progressive diminution 
of vision and sensation of glare since eight years. She had 
bilateral, small, central posterior subcapsular cataracts of 
Grade 2 density. Her best corrected visual acuity was 20/80 
and 20/40, respectively. Fundii were normal. She underwent 
phacoemulsification surgery in her right eye and a foldable 
IOL, Aquafold (model CB F32 UVA, Omni Lens Pvt. Ltd.) was 
implanted through its circular plastic cartridge.

On the first postoperative day, the patient had significant 
anterior chamber reaction, with Grade 4+ cells and trace 
hypopyon. The cornea was clear. Her vision was 20/40. 
The fundus appeared normal. The reaction subsided with 
medication, over a period of two to three days, with cells 
decreasing to 2+ with no hypopyon. At this stage, seven to nine 
thin, elongated, oval-shaped markings were clearly noticeable 
on the posterior surface of the lens optic. These were between 
3-7 mm long, about 1-3 mm wide, and arranged parallel to 
one another [Fig. 1] in a horizontally slanting direction across 
the back surface of the optic. These lines were perpendicular 
to the direction of the lens folding in the cartridge, not along 
it. These were not typical scratch marks or folding lines. They 
appeared to be deposits. Unlike typical inflammatory deposits 
which tend to be scattered and diffuse, they had a precise linear 
arrangement.

At one-month follow-up, these markings on her lens 
persisted, unchanged. Her BCVA was 20/25. However, at a 
fourth-month follow-up visit, there was no trace left of these 
deposits/lines. They had disappeared totally [Fig. 2]. 

Postoperative causes of opacification include inflammatory/
fibrin deposits and posterior capsular opacification. Lenticular 
deposits may occur in predisposed eyes; such as those with 
asteroid hyalosis[1] or uveitis, or in otherwise healthy eyes 
which have undergone routine cataract surgery. This may be 
due to an inherent problem with the lens material itself or the 
structure or composition of the lens injector used.[2-4] Intraocular 
lens deposits have been well studied and classified by some.[5]  

In instances where the lens deposits interfere with vision 
significantly, the lens needs explantation. Such explanted lenses 
have been studied using methods like staining, transmission 
electron microscopy and elemental analysis. In almost all cases, 
the deposits were found to be calcium salts.[2,3,5] 

The deposits in our patient did not fit clearly into any of the 
described categories. The lens markings were perpendicular to 
the direction of the folded lens in the injector barrel making this 
an unlikely cause. The deposits may have been inflammatory in 
nature or a very low-grade toxic anterior segment syndrome. 

However, inflammatory deposits are rarely ever found in such 
precise parallel lines and they usually either disappear in a few 
days after anti-inflammatory medication or form permanent 
membranes. It is possible that some viscoelastic/ ethylene oxide 
(ETO) residue remained on parts of the lens surface and these 
areas then became a nidus for a mild secondary calcification. 
In this case their disappearance is most unusual.
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Figure 1: Unusual parallel markings on the posterior surface of the 
intraocular lens seen postoperatively

Figure 2: Clear lens surface at four months’ follow-up: Complete 
disappearance of posterior surface markings
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Microalbuminuria and hemoglobin 
risk predictors of eye diseases – 
Comment

Dear Editor, 
Ajoy Mohan et al.[1] propose microalbuminuria and hemoglobin 
(Hb) as strong predictors of severe diabetic eye diseases – an 
important practical issue for laboratories. The authors have 
measured microalbumin in an early morning spot urine sample 
and calculated the albumin excretion for 24 hours. I would like 
to highlight the following points. 

Firstly, the measurement accuracy must be clinically/
optimally acceptable for any analyte when used for risk 
prediction. The authors have chosen the first morning void 
spot urine to measure albumin, which is the best sample 
approach.[2] But they calculated the albumin excretion for 24 
hours, which is error prone. The preferred method of screening 
for microalbuminuria is measurement of the urine albumin 
to creatinine ratio (ACR) in the first morning spot urine.[3,4] 
ACR reduces the variation from urine volume variability and 
the inconvenience of an error-prone 24-hour collection. The 
variation of albumin concentration in urine is more than 40% 
when it is expressed as mg/L.[5] [This means the true result of 
50 mg/L may vary between 20 and 70 mg/L and it is apparent 
that the probability of misclassification into normal albumin is 
high (microalbuminuria: 30–300 mg/L)]. This is the rationale of 
requirement of multiple assays to confirm microalbuminuria, 
in order to improve the accuracy of the result as recommended 
by various clinical professional bodies such as the National 
Kidney Foundation (NKF), the American Diabetes Association 
(ADA), National Institute of Clinical Excellance (NICE), and 

others. In case a specific individual is followed over time with 
serial urine samples, the ACR may offer an advantage over 
albumin concentration alone.

Secondly, the currently used automated hematology cell 
counters adopt electrical impedance technique only to count 
the cells in the whole blood and not to directly measure the 
Hb concentration. Instead, spectrophotometry/complicated 
calculation is used to derive Hb concentration from the whole 
red blood cells. The authors mention “serum Hb” instead of 
blood Hb in their conclusion, in addition to the statement of 
non-existent method used for the measurement of Hb, which 
confuses the readers. Optimally achievable accuracy and 
consistency are of paramount importance for risk prediction 
testing. Participation in quality assurance program and 
accreditation for medical testing program also ensure that Hb 
and microalbuminuria testing is performed at an accepted 
standard, since their study results revolve around the urine 
albumin and blood Hb concentrations. Unfortunately, vital 
method details are missing in this paper to evaluate the 
scientific soundness of their study.
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