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reactive nitrogen species. However, the significant decrease in SOD
and vitamin C levelsin patients with significant glomerulonephritis
might be the result of inactivation of enzyme by reactive oxygen
species, could have been generated in excessive amount due to the
rapid proliferation of theglomerular cells(mesangial cells, endothelia
cells and podocytes) which are a source of ROS or could be due to
infiltration of the macrophage and the neutrophils in the patients
with significant change glomerulonephritis. Superoxide dismutase
inactivation by hudrogen peroxide (H,CO,), a dismutaion product
of O, through destruction of histidline residue has been reported by
Bray and Cockle. Like in present study, significant increase in
oxidative stress aso has been supported by various other studies :
Markan S et al* reported that mean serum MDA levels were
significantly higher (p<0.05) and lower SOD levels (P < 0.05) in
patients with proliferative glomerulonephiritis (MPGN and RPGN)
as compared to non proliferative glomerulonephritis (MCD, MGN
and FSGS).

Kuo HT et al*® also reported increased plasma malondiadehyde
(MDA) levels in the patients with FSGS as compared to patients
with MCD which were associated with the degree of
glomerulosclerosis, suggesting that oxidative stress occurs early and
may play animportant rolein the pathogenesisof glomerulosclerosis.
Hung Chun C et d* reported that plasma glutathione peroxidase
levelswere significantly lower (both p < 0.01) in FSGS patients than
in either MCD patients or normal control subjects.

From the observations made in this study, it can be concluded that
oxidative stress levels were significantly higher in idiopathic
glomerulonephritis, thelevel swere much higher in significant change
glomerulonephritis  (membranous  glomerulonephritis,
membranoprliferative glomerulonephritis mesangioprliferative
glomerulonephritis and focal segmental glomerulosclerosis) as
compared to minimal change disease. Suggesting that more is the
histopathological damage, higher were the levels and vice versa .
Also the oxidative stress difference in different hishopathological
types can be used for clinicopathologica correlation and perhapsis
aprognosticindicator in different hishopathol ogical types. Thusfuture
research should focuson decreasing oxidative stressby using various
antioxidants, to halt the disease process and improve survival.
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LITERATURE REVIEW

Initiation of dialysis at higher GFRs: Is the apparent rising tide of early dialysis harmful or helpful?
Seven Jay Rosansky etal Kidney International 2009,76,257-261.

Over the past decade a trend of increasing estimated glomerular filtration rate (eGFR) at the initiation of dialysis for treatment of end-stage renal
disease (ESRD) has been noted in the United States. In 1996, only 19% of patients began dialysis therapy with an eGFR of greater than 10 ml/min/
1.73m? (denoted as ‘early start’), but by 2005 the fraction of early start dialysis patients had risen to 45%. This review examines US dialysis data,
national guidelines, and publications relevant to the early start phenomenon. It is not known whether early start of dialysis is beneficial, harmful or
neutral with respect to the outcome of dialysis treatment for ESRD. Available data indicate that mortality while on dialysis therapy may be higher in
those subjects with early start. Comorbidities present at the time of dialysisinitiation do not appear to be amajor driving force for early start patients.
Aswell, residual kidney function in these patientsis a major contributor to total urea or creatinine clearance. This can be a positive factor for patient
outcomes and might be compromised by early start. Finally, we estimate the dollar cost of early start to the US Medicare-supported ESRD program.
Properly designed, prospective and randomized studies may help to clarify the benefit or harm of early start of dialysis for ESRD.
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can be used. After placement of an 18 gauge intravenous cannula,
anesthesiaisin induced; The conduct of the anaesthestic isaimed at
obtaining good operating conditions for the surgeon; to thisend a
little“head up” position for the operating table and the maintenance
of a hypotensive technique is employed.

POSTOPERATIVE CARE

After Stage |, aconformer is often in place over the buccal mucous
membrane and daily glass rodding is carried out to the fornices to
keep them open. The patient uses chlorhexidine and nystatin mouth
washes.

Post Stage 11, Diamox, steroids and antibiotics are continued. The
optic is cleaned and the health of the bucca mucous membrane
monitored. The skin sutures are removed after 5 days and the patient
is admitted for 1 week for each stage.

FOLLOW UPVISITS

The follow up is life long and at weekly intervals for one month,
then monthly for three monthsthen every two monthsfor six months,
then every four months.

If stab le then follow up can be at longer intervals possibly shared
with the referring ophthamologist.

At the follow up visits the vision is checked, unaided and with
correction and pinhole, and arefraction performed. The intraocular
pressure is checked digitaly, the lids examined, the buccal mucous
membrane assessed, including colour, dryness and presence of
anyareas of thining or Iceration. The optical cylinder is examined
specifically looking at the cement, seeing if there is tilting or
lengthening and the presence of a retroprosthetic membrane.

The stahility of the optical cylinder isaso tested by prodding with a
cotton tipped stick. Fundoscopy is carried out to check the optic
disc and macula, B-Scan to detect early peripheral detachments and
visual field assessments are made 6 monthly for diagnosis and
monitoring glaucoma. Resorption of the bone may be assessed
clinically by palpating the mass and dimensions of the lamina, and
radiologically using spiral CT, MRI or electron beam tomography,
degeneration can affect statistical results for visual improvement.
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CONCLUSION

OOKPsurgery iscomplex and requires meticulous care at each step
to ensure the overall success rate. Therefore, surgeons must not
attempt to provide aservice without first having undergone adequate
training. Ord structureshaveto besacrificed. All patientsexperience
glare and arestricted visual field. The cost of OOKP surgery ishigh
and forma cost benefit analysis has con firmed its cost effectives
(un published data)Although it is far from perfect, modern OOKP
surgery is the only hope for restoring sight in the long term for
desperate cases of corneal blindness not amenab le to conventional
cornea surgey.

RECOMMENDED READING

1.  The Osteo-Odonto Keratoprosthess (OOKP). Seminarsin Ophthalmology, 2005: 20: 113

128.

Osteon-odonto-keratoprosthesis surgery, Br. J. Ophthalmol 1998: 83, 126.

Sandards for Modified Osteoodontokeratoprosthesis (OOKP). Surgery according to

Srampelli and Fakicinelli: The Rome—Menna Protocol ,Cornea 2005 : 24(8): 895-908.

4.  Sandards for modified osteoodontokeratoprosthesis (OOKP) surgery according to
Srampelli and Falcindli: The Rome -\Menna Protocol Cornea. 2005 v; 24(8) 895- 908.

5. Histopathologic findingsin explanted osteo-odontokeratoprosthesis Cornea. 2002 : 21(4)
400-4.

6.  Mediumtermresultin keratoprostheses with biocompatible and biological haptic. Grafes
Arch Clin Exp Ophtalmol. 2006 244 (6): 696 — 704.

7. Hydroxyapatite promotes superior keratocyte adhesion and proliferation in comparison
with current keratoprosthesis skirt materials. Br. J Ophtalmol. 2005 89 (10): 1356-62.

8. LiuSdiscioA, Smith G Pagliarini S, Herold J, Indications and technique of modern osteo-
odonot-Keratoprosthels (OOKP) surgery Eye News 1998; 5:17-22.

9. Falcindli G Barogi G Taloni M. Osteoodontokeratoprosthesis: Present experience and
future prospects. Refract Corneal Surg 1993: 193-4.

10. Pintucci S, Pintucci F, Caizza S, Cecco ni M. The Dacron felt colo nizale Leon C.R
Hydroxypatite Keratoprosthesis Made from Coral. Oculoplastic and Reconstructive Surgery
; 1997: 61-5.

1. LiuC, TigheB. Sriving for the perfect ,keratoprosthesis. British Journal of Ophthalmology
1998; 82: 3-4.

12. Liu C, Herold j, Sciscio A, Smith G Hull C. Osteo-odontokeratoprosthesis surgery. Br. J.
Ophthalmol 1999; 83: 127.

13.  Osteoodonto — keratoprosthesisin the treatment of corneal blindnessdueto“ dry” eye”. An
Ingt. Barraquer (Barc.) 2001; 30:189-90.

14.  Improvement of the osteo-odontokeratoprosthesis according to Srampeli; influence of
diameter of PMMA cylinder on visual field. Graefes Arch dlin Exp Ophthalmol 1999: 237
(4) : 308-12.

15. Osteoodontokeratoprosthesis: Present experience and future prospects. Refract Corneal
Surg 1993; 193-4.

16. Osteo —Odonto- Keratoprosthes's. Description of surgical technique with resultsin 85 pa-
tients. Cornea 1994; 3:125-30.

2.
3.

LITERATURE REVIEW

Renal outcome in patients with congenital anomalies of the kidney and urinary tract

Sanna-Cherchietal Kidney International 2009,76,528-533
Congenital Anomalies of the Kidney and Urinary Tract (CAKUT) are a mgjor cause of morbidity in children. We measured the risk of
progression to end-stage rena disease in 312 patients with CAKUT preselected for the presence of anomdiesin kidney number or size. A
model of dialysis-free surviva from birth was established as a function of the renal CAKUT categories of solitary kidney; unilateral and
bilateral hypodysplasia; rena hypodysplasiaassociated with posterior urethral valves; and multicystic and horseshoe kidney. Cox regression
analysistook into account the concomitant presence of vesicoureteral reflux, year of diagnosis, and time-varying values of serum creatinine,
proteinuria, and hypertension. By 30 years of age, 58 patients had started dialysis, giving ayearly incidence of 0.023 over acombined 2474
patient risk years. The risk for dialysis was significantly higher for patients with a solitary kidney or with renal hypodysplasia associated
with posterior urethral valves (hazard ratios of 2.43 and 5.1, respectively) compared to patientswith unilateral or bilateral renal hypodysplasia,
or multicystic or horseshoe kidney, and was independent of other prognostic factors. Our study shows that sub-clinical defects of the
solitary kidney may be responsible for a poorer prognosis compared to more benign forms of CAKUT. Prospective studies are needed to

validate these results.
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