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Author’s reply

Dear Editor, 
We appreciate the interest shown by the author in our  
article[1] and for the valuable comments. We take this 
opportunity to respond to the comments.

First, we would like to reiterate that we did not choose the 
first morning void spot urine to measure urinary microalbumin 
because it is the best test for microalbuminuria. Rather, we 
chose it, as it is the test being done routinely as a standard of 
care for monitoring urinary microalbumin levels in all patients 
at risk of developing diabetic kidney disease, in our institution 
and elsewhere in our country. Most recently, a large, similar 
study from South India, involving 1414 patients used the same 
test to measure microalbuminuria.[2]

The author states that urinary albumin creatinine ratio 
(ACR) in the first morning void is the preferred test to measure 
urinary microalbumin levels. There are reports in the literature 
concurring with the above statement[3] and those which refute 
it.[4,5] The argument in favor of the test used in our study 
is found in the report by Witte et al.[4] They found that the 
microalbumin levels found by the urinary albumin levels in 
the first morning void are comparable to those obtained by 
the urinary ACR and both test findings are comparable to 
the findings from the gold standard test, which is the urinary 
albumin levels from a 24-h urine sample. 

The comment also states that the use of spot microalbumin will 
result in a higher false-positive diagnosis of microalbuminuria, 
while the use of urinary ACR will reduce this. However, the 
findings by Derhasching et al., refute this.[5] They report that the 
occurrence of a false-positive diagnosis of microalbuminuria 
is comparable in both the tests. Although urinary ACR levels 
may be the recommended test for microalbuminuria by 
various clinical professional bodies internationally,[3] urinary 
microalbumin levels in the first morning void is the test still 
most frequently used as urinary ACR is more cumbersome 
and more expensive.[5]

The test that is being done to measure hemoglobin levels 
in our institutional laboratory (which is NABL accredited) is 
the Sulph hemoglobin method. This method measures the 
hemoglobin concentration by using lysed red blood cells on 
a hematology cell counter by spectrophotometry and not by 
electric impedance as mentioned in our article and as rightly 
pointed out by the author. The error in the terminology used 
is regretted. 
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Authors’ reply

Dear Editor, 
Thank you very much for your interest and your comments[1] 
on our article titled “Etiology and antibacterial susceptibility 
pattern of community-acquired bacterial ocular infections in 
a tertiary eye care hospital in South India.”

This study was a retrospective analysis,[2] which included 
ocular samples submitted for microbiological evaluation, 
obtained from clinically diagnosed ocular infections such as 
blepharitis, conjunctivitis, internal and external hordeolum, 
suppurative scleritis, canaliculitis, keratitis, dacryocystitis, 
pre-septal and orbital cellulitis, blebitis, endophthalmitis, and 
panophthalmitis, between January 2002 and December 2007. 
Using standard techniques, the specimens were collected and 
subjected to culture and smear analysis.[3-5] From the entire 
range of infections that we have collected samples from, 
endophthalmitis cases can probably be the ones which could 
have been infection acquired during medical care and not 
from the community. Even in our series of endophthalmitis 
cases, there were no cluster infections, which could be the 
evidence to hospital-acquired infections. We thank the reader 
for sensitizing us toward the point. 

Regarding the methods of specimen collection in cases of 
orbital cellulitis, in the presence of open wound or drainage 
site, materials were obtained by aspiration with a sterile syringe 
and needle for immediate inoculation onto appropriate culture 
media.[4,6,7] 
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The article, which was published in Indian Journal of 
Pathology and Microbiology,[8] contains data of samples submitted 
to microbiology laboratory for microbiological evaluations 
between January 2005 and December 2005. During this study 
period of 1 year, we had not received ocular samples for 
microbiological evaluation from cases of orbital cellulitis; 
however, we had samples from three cases of pre-septal 
cellulitis.

M Jayahar Bharathi, R Ramakrishnan1,  
C Shivakumar2, R Meenakshi3 

Department of Microbiology and Molecular Biology, 1Chief Medical 
Officer, Departments of 2General Ophthalmology and 3Cornea and 
Refractive Surgery, Aravind Eye Hospital and Postgraduate Institute 

of Ophthalmology, Tirunelveli, Tamil Nadu, India.

Correspondence to: Dr. M. Jayahar Bharathi,  
Department of Microbiology and Molecular Biology, Aravind Eye 

Hospital and Postgraduate Institute of Ophthalmology, Tirunelveli – 
627 001, Tamil Nadu, India.  

E-mail: jayahar@tvl.aravind.org 

References
1.	 Chandravanshi SL. It is really a study of community-acquired 

bacterial infections? Indian J Ophthalmol 2012;60:157-8.
2.	 Bharathi MJ, Ramakrishnan R, Shivakumar C, Meenakshi R, 

Lionalraj D. Etiology and antibacterial susceptibility pattern of 
community-acquired bacterial ocular infections in a tertiary eye 
care hospital in south India. Indian J Ophthalmol 2010;58:497-507. 

3.	 Byrne KA, Burd E, Tabbara K, Hyndiuk R, editors. Diagnostic 
Microbiology and Cytology of the Eye. Boston: Butterworth 
Heinemann; 1995.

4.	 Wilhelmus KR, Liesegang TJ, Osato MS, Jones DB, Specter SC, 
editors. Cumulative Techniques and Procedures in Clinical 
Microbiology: Laboratory diagnosis of ocular infections. 
Washington DC: American Society for Microbiology; 1994.

5.	 Clinical and Laboratory Standards Institute. Performance 
Standards for Antimicrobial Susceptibility Testing; seventeenth 
informational supplement. 19th ed, Vol. 1. Performance 
Standards for Antimicrobial Disk Susceptibility Tests: CLSI 
documentM100-S17. M2-A9. Approved Standard; 2007. p. 27.

6.	 Liu IT, Kao SC, Wang AG, Tsai CC, Liang CK, Hsu WM. Preseptal 
and orbital cellulites: A 10-year review of hospitalized patients. J 
Chin Med Assoc 2006;69:415-22.

7.	 Chaudhry IA, Shamsi FA, Elzaridi E, Al-Rashed, Al-Amri A, Al-
Anezi F, et al. Outcome of treated orbital cellulites in a tertiary eye 
care center in the Middle East. Ophthalmology 2007;114:345-54.

8.	 Ramesh S, Ramakrishnan R, Bharathi MJ, Amuthan M, Viswanathan 
S. Prevalence of bacterial pathogens causing ocular infections in 
South India. Indian J Pathol Microbiol 2010;53:281-6. 

Access this article online
Quick Response Code:

Website: 
www.ijo.in

Retained lens fragment in the 
anterior chamber five years after 
uncomplicated phacoemulsification 
with posterior chamber intraocular 
lens implantation

Dear Editor, 
We report a case of retained lens fragment in the anterior 
chamber five years after uncomplicated phacoemulsification 
with posterior chamber intraocular lens implantation. 

A 76-year-old woman had presented with four days’ history 
of sudden-onset redness, mild pain and blurring of vision in 
her left eye. Her background medical history included Type II 
diabetes mellitus, hypertension and hyperlipidemia. The patient 
had undergone an uneventful left eye phacoemulsification with 
posterior chamber intraocular lens (IOL) implantation in the 
same centre five years ago. She developed epiretinal membrane 
(ERM) with macular pseudo-hole in the left eye one year after 
cataract surgery. She also had bilateral mild non-proliferative 
diabetic retinopathy (NPDR) without macular edema. The best-
corrected visual acuity in the left eye was 20/40 six months prior 
to onset of current symptoms. The presenting visual acuity was 
counting fingers at 2 meters. Slit-lamp examination revealed 
injected conjunctiva, presence of inferior wedge-shaped corneal 
edema with Descemet’s folds extending up to the pupillary 
axis and a lens fragment near 6 o’clock in the inferior anterior 
chamber [Fig. 1]. There was anterior segment inflammation 
with 2+ cells. The intraocular pressure was normal (11 mm of 
Hg). The posterior segment examination reaffirmed ERM with 
macular pseudo-hole and mild NPDR. The patient was not a 
myopic before cataract extraction in either eye. The axial length 
was 22.0 mm in the affected eye. 

The patient underwent surgical removal of the lens fragment 
five days later under topical anesthesia. The corneal edema and 
the anterior chamber inflammation resolved completely. The 
best-corrected visual acuity returned to 20/40 at one-month 
follow-up. 

Past studies had documented retained lens fragment in 
the anterior chamber six to eight months after uncomplicated 

Figure 1: Lens fragment in the anterior chamber with corneal edema
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