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Background: Postoperative visual loss after prone spine surgery is
increasingly reported in association with ischemic optic neuropathy, but
its etiology is unknown.

Methods: To describe the clinical characteristics of these patients, the
authors analyzed a retrospectively collected series of 93 spine surgery
cases voluntarily submitted to the American Society of Anesthesiologists
Postoperative Visual Loss Registry on standardized data forms.

Results: Ischemic optic neuropathy was associated with 83 of 93
spine surgery cases. The mean age of the patients was 50 ! 14 yr, and
most patients were relatively healthy. Mayfield pins supported the head
in 16 of 83 cases. The mean anesthetic duration was 9.8 ! 3.1 h, and the
median estimated blood loss was 2.0 l (range, 0.1–25 l). Bilateral disease
was present in 55 patients, with complete visual loss in the affected
eye(s) in 47. Ischemic optic neuropathy cases had significantly higher
anesthetic duration, blood loss, percentage of patients in Mayfield pins,
and percentage of patients with bilateral disease compared with the
remaining 10 cases of visual loss diagnosed with central retinal artery
occlusion (P < 0.05), suggesting they are of different etiology.

Conclusions: Ischemic optic neuropathy was the most common
cause of visual loss after spine surgery in the Registry, and most patients
were relatively healthy. Blood loss of 1,000 ml or greater or anesthetic
duration of 6 h or longer was present in 96% of these cases. For patients
undergoing lengthy spine surgery in the prone position, the risk of
visual loss should be considered in the preoperative discussion with
patients.

POSTOPERATIVE visual loss (POVL) is a relatively un-
common but devastating complication that is most
often associated with cardiac, spine, and head and
neck operations. Estimates for spine and cardiac sur-
gery are as high as 0.2%1 and 4.5%,2 respectively.
During the mid-1990s, hospital risk managers, anes-
thesiologists, ophthalmologists, and surgeons voiced
concern that POVL seemed to be increasing, particu-
larly for spine surgery.1,3,4 Most of the ophthalmologic
lesions were caused by ischemic optic neuropathy
(ION) and were not consistent with an etiology of
globe compression. ION more commonly occurs spon-
taneously and has been associated with atheroscle-
rotic risk factors,5 with adverse effects of antihyper-
tensive medications,6 and, more recently, with
sildenafil.7 The unexpected occurrence and serious
nature of ION after nonocular surgery warranted fur-
ther investigation of patient characteristics and peri-
operative events.

Because the number of POVL cases from a single
institution is very low, a multi-institutional database is
required to obtain sufficient numbers for meaningful
analysis of common perioperative characteristics or
events. In response to this problem, the American
Society of Anesthesiologists (ASA) Committee on Pro-
fessional Liability established the ASA POVL Registry
in 1999 to collect detailed information on cases of
POVL occurring after nonocular surgery. This report
provides an in-depth analysis of 93 cases associated
with spine surgery from the ASA POVL Registry. Pa-
tient characteristics and perioperative anesthetic and
surgical events are described.

Materials and Methods

Study Population
After approval by the Institutional Review Board at

the University of Washington (Seattle, Washington),
voluntary enrollment of POVL cases by physicians
occurring within 7 days after nonocular surgery began
in 1999. Cases were submitted on a detailed data
collection form available from the University of Wash-
ington or from the ASA Closed Claims Project.†† All
data were de-identified with respect to patient, physi-
cians, and institutions.
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Patient and Perioperative Characteristics
Information collected included patient demographics,

medical history including the presence of risk factors for
vascular disease (obesity, hypertension, coronary artery
disease/myocardial infarction, cerebrovascular disease,
diabetes, hypercholesterolemia, and tobacco history),
current medications, and surgical history. Intraoperative
information included procedure description, number of
levels fused and/or instrumented, type of headrest and
surgical frame, patient position on frame, and frequency
of eye checks. Durations of anesthetic, surgery, and
prone positioning were recorded. Type of anesthetic,
drugs, and fluids administered preoperatively and intra-
operatively were included. Estimated blood loss (EBL)
and type of blood products administered were obtained
along with preoperative and lowest hemoglobin/hemat-
ocrit values, and urine output. Use of deliberate hypo-
tension and specific hypotensive agents were noted.

Intraoperative blood pressure was recorded as abso-
lute mean arterial blood pressure and/or systolic blood
pressure (SBP) and percentage below baseline. Data
were collected for blood pressure values 20%, 40%, 50%,
and more than 50% below baseline values. Blood pres-
sure values were entered only if the blood pressure
decreased within a predefined range of values for a
minimum of 15 consecutive or nonconsecutive minutes.
Presence of hypothermia (temperature ! 35°C for a
minimum of 30 min) was noted, as were any adverse
intraoperative events including cardiogenic shock, car-
diac arrest, seizures, and direct trauma to the eye.

Ophthalmologic Examination Characteristics and
Diagnostic Criteria
Detailed information on the ophthalmologic examina-

tion for each eye was obtained including type of visual
deficit (i.e., decreased visual acuity, visual field deficit, or
complete loss of vision), time when visual symptoms
were first noted, funduscopic examination, and ophthal-
mologic diagnosis. Classification of the specific lesion
was based on ophthalmologic diagnosis or, if unavail-
able, findings consistent with standard diagnostic crite-
ria. For central retinal artery occlusion (CRAO), these
criteria included a pale ischemic retina with a pathogno-
monic cherry-red spot at the macula and a relative affer-
ent pupillary defect or reduced pupillary light reflex. A
diagnosis of anterior ischemic optic neuropathy (AION)
required an early funduscopic examination demonstrat-
ing an edematous disc with or without peripapillary
flame-shaped hemorrhages and a relative afferent pupil-
lary defect or reduced pupillary light reflex. Criteria
consistent with posterior ischemic optic neuropathy
(PION) included a normal early funduscopic examina-
tion with a relative afferent pupillary defect or an absent
pupillary light reflex. Eventual optic nerve pallor was
consistent with both AION and PION. Lack of an early
funduscopic examination before the appearance of iso-

lated optic nerve pallor was categorized as unspecified
ION.

Any treatment and prognosis for recovery of vision
was noted, but duration of follow-up varied from initial
examination to 4 yr postoperatively. Finally, a summary
of events was provided by the physician submitting the
case, including any related diagnostic workup (e.g., vi-
sual evoked potentials, magnetic resonance imaging or
computed tomography of the head and orbits, carotid
duplex).

Inclusion criteria for this analysis included any POVL
case associated with spine surgery from the ASA POVL
Registry with the diagnosis of CRAO, AION, PION, or
unspecified ION. Two coauthors (L.A.L. and K.L.P.) re-
viewed all data forms, and other coauthors (S.R. and
N.J.N.) were consulted to resolve a question of appro-
priate ophthalmologic diagnosis.

Statistical Analysis
Reliability of data were tested by comparing duplicate

submissions (n " 13) from separate individuals. The !
statistic was acceptable for all categorical variables
tested (0.40–0.55 for hypertension, percentage below
baseline blood pressure, and recovery of vision; 0.75–1.0
for sex, diabetes, smoking, coronary artery disease, pre-
vious myocardial infarction, obesity, instrumentation/
fusion, unilateral or bilateral disease, periocular trauma,
and loss of vision). However, confidence intervals were
wide because of the small sample size. Continuous vari-
ables (age, anesthesia duration, EBL, intravenous fluid
administration, number of vertebral levels, lowest SBP,
and total number of coexisting diseases) all had high
intraclass correlation coefficients (0.798–0.999) with
narrow confidence intervals, indicating excellent agree-
ment of data submitted by different individuals. Each
pair of duplicate submissions was entered only once in
the Registry.

Differences between ION and CRAO cases and be-
tween AION and PION cases were analyzed using the
Student t test with P " 0.05 considered statistically
significant. Median and range were reported as descrip-
tive statistics when distributions were nonnormal, with
comparison by Mann–Whitney U test. Differences in
proportions were compared using the Z test.

Results

As of June 2005, 93 cases of POVL associated with
spine surgery were entered into the ASA POVL Registry
that met inclusion criteria, out of a total 131 cases (72%).
Other cases included 2 spine cases that did not meet
inclusion criteria, 12 cardiac cases, 6 major vascular
cases (3 aortic, 2 peripheral vascular, 1 carotid endarter-
ectomy), 5 orthopedic cases, and 13 miscellaneous
cases.
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Ischemic optic neuropathy was the cause of visual loss
in 83 (89%) of these 93 cases, of which 56 were diag-
nosed with PION, 19 were diagnosed with AION, and 8
were diagnosed with unspecified ION (table 1). Thirty-
one cases occurred before 1999, when the ASA POVL
Registry was initiated. There were no statistically signif-
icant differences between AION and PION cases with
respect to demographics, coexisting diseases, surgical
characteristics, or anesthetic management (data not
shown). Because of the lack of these differences be-
tween AION and PION cases, the difficulty in distinguish-
ing AION from PION (particularly in the absence of an
early ophthalmologic examination), and the uncertainty
whether AION and PION occurring after spine surgery
are different disease states with separate etiologies, all
AION, PION, and unspecified ION cases were combined
under the ION group for comparison with CRAO cases.
CRAO accounted for the remaining 10 POVL cases.

Demographics and Coexisting Diseases of Spine
Surgery Cases with ION
Operations for the 83 spine cases with ION occurred

between 1987 and 2004. There were significantly more
males than females (72% vs. 28%; P ! 0.05), and the
mean age was 50 # 14 yr (range, 16–73 yr; table 2). Most
patients were relatively healthy (64% ASA physical status
I or II), and 96% were undergoing elective surgery.
Coexisting diseases, including hypertension, diabetes,
tobacco use, coronary artery disease, cerebrovascular
disease, increased cholesterol/lipids, and obesity, were
present in 4–53% of cases (table 2). At least one of these
conditions was present in 82% of cases (n " 68; table 2).
Of the 41% of hypertensive patients, 13 used #-blockers,
11 used angiotensin-converting enzyme inhibitors or an-
giotensin-converting enzyme receptor antagonists, 11
used calcium channel blockers, 11 used diuretics, and 5
used other or unknown medications. No patient had a
preoperative history of glaucoma.

Description of Operations and Positioning of Spine
Surgery Cases with ION
The surgical procedure for most of the spine cases

with ION (89%) involved fusion and/or instrumentation

on more than one vertebral level in the thoracic, lumbar,
or sacral spine (table 3). Approximately one third (39%)
of patients had undergone previous spine surgery. All of
the patients were positioned prone for a portion of the
procedure, except two anterior spine procedures. Ten
procedures involved supine/lateral and prone position-
ing (i.e., anterior–posterior operations). The Wilson
frame, Jackson table, and soft chest rolls were used in
similar proportions (table 4). Headrests used most com-
monly were foam pads, Mayfield pins, and donut/gel
pads (table 4). Eye checks were documented by the
anesthesiologist in 42 cases (51%).

Anesthetic Management of Spine Surgery Cases
with ION
General anesthesia was used uniformly with a combi-

nation of volatile and narcotic (89%), total intravenous

Table 1. ASA POVL Registry: Ophthalmic Lesion Associated
with POVL after Spine Surgery (n " 93)

Ophthalmic Lesion
Cases, n
(% of 93)

No Light Perception,
n (% this lesion $ row %)

ION 83 (89) 47 (57)
PION 56 (60) 34 (61)
AION 19 (20) 8 (42)
ION unspecified 8 (9) 5 (63)

CRAO 10 (11) 7 (70)

ASA " American Society of Anesthesiologists; AION " anterior ischemic
optic neuropathy; CRAO " central retinal artery occlusion; ION " ischemic
optic neuropathy; PION " posterior ischemic optic neuropathy; POVL "
Postoperative Visual Loss.

Table 2. ASA POVL Registry Spine Cases with ION: Patient
Characteristics (n " 83)

Demographics n (% of 83 cases)

Age, mean (SD), yr 50 # 14
Male 60 (72)
ASA I or II 53 (64)
ASA III 24 (29)
ASA IV 2 (2)
Emergency 3 (4)
Coexisting diseases

Hypertension 34 (41)
Diabetes 13 (16)
Tobacco use 38 (46)
Coronary artery disease 8 (10)
Cerebrovascular disease 3 (4)
Increased cholesterol/lipids 11 (13)
Obesity 44 (53)
$ 1 Coexisting diseases 68 (82)

American Society of Anesthesiologists (ASA) physical status data do not add
up to 100% because of missing data in four cases.

ION " ischemic optic neuropathy; POVL " Postoperative Visual Loss.

Table 3. ASA POVL Registry: Surgical Characteristics in Spine
Cases with ION (n " 83)

Surgical Variable n (% of 83 cases)

Fusion/instrumentation 74 (89)
Previous spine surgery 32 (39)
Number of vertebral levels

1 9 (11)
2 19 (23)
3 15 (18)
$ 4 30 (36)
Unknown number of levels 10 (12)

Vertebral location
Cervical/cervicothoracic 4 (5)
Thoracic/thoracolumbar 11 (13)
Lumbar 22 (27)
Lumbosacral/sacral 35 (42)
Thoracolumbosacral 5 (6)
Unknown location 6 (7)

ASA " American Society of Anesthesiologists; ION " ischemic optic neurop-
athy; POVL " Postoperative Visual Loss.
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anesthesia with propofol and narcotic (2%), and un-
known general anesthetic agents (8%). All of the com-
monly utilized volatile anesthetics (isoflurane [59%],
sevoflurane [14%], and desflurane [22%]) and nitrous
oxide (29%) were administered.

The mean anesthetic duration was 9.8 # 3.1 h (table
5), and 94% of cases were 6 h or longer (fig. 1). The
mean prone position duration was 7.7 # 3.1 h. The
median EBL was 2.0 l (range, 0.1–25 l; table 5), and 82%
of cases had an EBL of 1.0 l or greater (fig. 2). Fluid
management varied, with colloid (hydroxyethyl starch
or albumin) used in 30% of cases and a mean intravenous
crystalloid replacement of 9.7 # 4.7 l (table 5). Blood
was replaced with cell saver (54%), packed erythrocytes
(57%), and whole blood (11%). The lowest hematocrit
(mean) was 26 # 5% (table 5), and 17% of cases had a
nadir hematocrit of 30% or greater. Urine output was less
than 0.5 ml · kg$1 · h$1 in 24% of cases, with postoper-
ative increased creatinine in six cases and rhabdomyol-
ysis in three.

Blood pressure varied widely for both absolute SBP
values and percent below baseline blood pressure. In
33% of cases, the lowest SBPs were greater than 90

mmHg, whereas 20% had the lowest SBP 80 mmHg or
less (table 6). In 6% of cases, the lowest mean arterial
blood pressure or SBPs were less than 20% below base-
line, whereas 34% of cases had the lowest mean arterial
pressure or SBP 40% or greater below baseline (table 6).
Deliberate hypotension was used in 27% of cases (table
6). Agents most commonly used for deliberate hypoten-
sion were labetalol or esmolol (n " 10) and volatile
agents (n " 5). Phenylephrine ($ 1 mg total dose) was
administered in 27% of cases. Hypothermia was present
in 10% of cases.

Ophthalmologic Findings for Spine Surgery Cases
with ION
Of the 83 patients with ION, 55 (66%) had docu-

mented bilateral involvement, for a total of 138 affected
eyes (table 5). The median onset time of reporting visual
loss postoperatively was 15 h (range, 0–168 h), with the
exception of one patient who was mechanically venti-
lated for 2 weeks postoperatively and reported complete
blindness 2 days after extubation. Full or partial eye
opening was noted immediately postoperatively in 43
patients, inability to open one or both eyes was noted in
12 patients, and eye opening information was missing in
28 patients. There was associated periocular trauma in
only one case (table 5). Visual fields were restricted in
134 of 138 affected eyes (97%), and complete blindness
with loss of light perception occurred in 64 of 138
affected eyes (47 patients). PION was diagnosed in 67%
of all ION cases, AION was diagnosed in 23% of cases,
and unspecified ION was diagnosed in 10% of cases
(table 1). There was some degree of recovery of vision in
42% of ION cases (table 5), although improvement in
vision was often clinically insignificant (e.g., light/dark
perception to hand motion only). Follow-up of ophthal-
mologic examinations was inconsistent and varied from
only the initial examination to 4 yr postoperatively.

Spine Surgery Cases with CRAO (n " 10)
The mean age for the 10 patients with CRAO was 46 #

13 yr (table 5). Horseshoe headrests were used in 3
cases, foam pads were used in 2, and miscellaneous
headrests were used in 5. Mayfield pins were not used
for any CRAO cases, in contrast to 19% of ION cases
(P " 0.001). Eye checks were performed in 6 of 10
cases at intervals ranging from 30 min to only once
during a 10-h case. Eye checks were not performed in 3
cases (missing data in 1 case). The mean anesthetic
duration and median EBL were significantly less in the
CRAO compared with the ION group (P " 0.002 and
0.001, respectively; table 5). The mean lowest hemato-
crit was higher in the CRAO than in ION cases, although
not significantly different (P " 0.075; table 5). Deliberate
hypotension was used in 4 of 10 CRAO cases. In contrast
to the ION group, there were no cases of bilateral CRAO
(P " 0.001). Recovery of vision between CRAO and ION

Table 4. ASA POVL Registry: Type of Surgical Frames, Tables,
and Headrests in Spine Cases with ION (n " 83)

n (% of 83 cases)

Type of surgical frame or table
Wilson frame 25 (30)
Jackson spinal table 22 (27)
Soft chest rolls 17 (20)
Knee–chest tables 7 (8)
Other/unknown tables 12 (14)

Type of headrest
Foam pad 47 (57)
Mayfield pins 16 (19)
Donut/gel pad 7 (8)
Other/unknown 13 (16)

ASA " American Society of Anesthesiologists; ION " ischemic optic neurop-
athy; POVL " Postoperative Visual Loss.

Fig. 1. Anesthetic duration for 83 spine cases associated with
ischemic optic neuropathy (ION). The majority of cases (94%)
were 6 h or longer in duration.
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groups was not significantly different (P " 0.11). Peri-
ocular trauma was documented in 7 of 10 CRAO cases
compared with 1 of 83 ION cases (P " 0.001; table 5)
and included ipsilateral findings of decreased supraor-
bital sensation, ophthalmoplegia, corneal abrasion, pto-
sis, or unilateral erythema.

Discussion

The ASA POVL Registry was created because prospec-
tive data collection on this low-incidence complication
was impractical. It is unclear how the preponderance of
spine surgery cases in this analysis relates to the actual
proportion of all POVL cases because the ASA POVL
Registry lacks denominator data. Incidence of any POVL
injury cannot be ascertained. Reporting bias from direct
participation in the case and error from retrospective
data collection are possible, especially for cases occur-
ring before the start of the Registry in 1999, when
information from the medical records may have been
more difficult to obtain. Further, the accuracy of the data
cannot be verified in these anonymous case submissions.
However, data for this analysis were obtained from med-
ical records, and of the 13 cases of duplicate submissions

by separate individuals, the ! scores and intraclass cor-
relation coefficients were all acceptable, validating the
accuracy of reporting. The perceived increase in POVL
in association with spine surgery may be related to
multiple factors, including increased awareness of the
problem, increased rates of spinal fusion operations over
the past decade,8 or other variables. Our database cannot
test these suggestions in a rigorous manner.

The etiology of ION remains unknown, and the major-
ity of the literature on perioperative ION after spine
surgery is based on case reports, reviews of case reports,
and retrospective studies.1,3,4,9–11 This analysis of the
ASA POVL Registry is the largest, and most detailed to
date, of patients with ION after spine surgery (n " 83).
The demographics of these patients demonstrate a pre-
dominately middle-aged, relatively healthy population,
which may reflect the greater than 200% increase in
spinal fusion rates in the 1990s for older adults.8 The
finding of 72% male patients in this database is striking
given that the National Inpatient Sample data for 1999

Fig. 2. Estimated blood loss for 83 spine cases associated with
ischemic optic neuropathy (ION). In the majority of cases
(82%), blood loss was 1,000 ml or greater.

Table 5. Comparison of ION and CRAO Cases from the ASA POVL Registry (n " 93)

ION (n " 83) CRAO (n " 10) P Value

Age, mean (SD), yr 50 (14) 46 (13) 0.34*
Anesthetic duration, mean (SD), h 9.8 (3.1) 6.5 (2.2) 0.002*
Estimated blood loss, median (range), l 2.0 (0.1–25) 0.75 (0.5–1.8) 0.001†
Crystalloid infusion, mean (SD), l 9.7 (4.7) 4.6 (1.7) 0.001*
Lowest hematocrit, mean (SD) 26 (5) 31 (6) 0.075*
Bilateral disease, number of cases (% of column) 55 (66) 0 (0) 0.001‡
Any visual recovery, number of cases (% of column) 35 (42) 2 (20) 0.11‡
Mayfield pins, number of cases (% of column) 16 (19) 0 (0) 0.001‡
Ipsilateral periocular trauma, number of cases (% of column) 1 (1) 7 (70) 0.001‡

* t test. † Mann–Whitney U test. ‡ Z test.

ASA " American Society of Anesthesiologists; CRAO " central retinal artery occlusion; ION " ischemic optic neuropathy; POVL " Postoperative Visual Loss.

Table 6. ASA POVL Registry: Lowest Blood Pressure* in Spine
Cases with ION (n " 83)

n (% of 83 cases)

Lowest SBP, mmHg
% 110 4 (5)
101–110 7 (8)
91–100 17 (20)
81–90 35 (42)
71–80 12 (14)
" 70 5 (6)
Unknown 3 (4)

Lowest MAP or SBP as % below baseline, mmHg
! 20% 5 (6)
20–39% 47 (57)
40–49% 21 (25)
$ 50% 7 (8)
Unknown 3 (4)

Deliberate hypotension 22 (27)

* Blood pressure ranges were based on 15 min of blood pressure at a given
range.

ASA " American Society of Anesthesiologists; ION " ischemic optic neurop-
athy; MAP " mean arterial pressure; POVL " Postoperative Visual Loss; SBP
" systolic blood pressure.
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spinal fusion procedures (n " 188,309) demonstrates a
48% male:52% female ratio.‡‡ The influence of sex on
ulnar nerve injuries has also been documented in the
same proportion (70% male).12 Previous studies on ulnar
neuropathy have suggested that anatomical differences
predispose men to this injury, but hormonal differences
may be equally as important. Experimental animal mod-
els of cerebral ischemia have demonstrated a protective
effect of estrogen, and this may contribute to the lower
proportion of women with both ulnar and optic nerve
injuries.13

Although there are few children or teenagers who
developed perioperative ION, young age did not render
patients immune to this complication. Moreover, one
retrospective study from a single institution included
two 13-yr-old patients who developed PION after spine
surgery.11 Older patients may be more vulnerable to
these injuries than younger patients because there is a
natural reduction in optic nerve fibers of approximately
5,000 axon loss per year of life, compared with the
0.8–1.2 million fibers in early childhood.14,15 However,
the occurrence of this complication in teenagers, and in
patients with relatively few vascular risk factors, sug-
gests that “normal” anatomical or physiologic variation
in the optic nerve blood supply between individuals may
place some patients more at risk for this devastating
complication than others. Consequently, preoperative
identification of patients at high risk for developing ION
after spine surgery is not currently possible based on
specific patient characteristics or coexisting diseases.

The occurrence of ION in 16 patients whose heads
were placed in Mayfield pins with the eyes free of pres-
sure clearly demonstrates that ION occurs in the absence
of pressure on the globe. These findings are consistent
with the lack of retinal ischemia on ophthalmologic
examination in ION. Moreover, the occurrence of ION in
both eyes in the majority of cases is more consistent with
a systemic etiology, rather than globe compression that
usually affects only one eye. The 10 patients with CRAO,
a lesion that is known to result from globe compression,
all had unilateral disease usually associated with ipsilat-
eral periocular trauma and demonstrated significantly
shorter anesthetic durations and lower EBL. Although
specialized ophthalmologists have long known that pres-
sure on the globe does not result in isolated ION,16 these
findings provide more convincing evidence to patients,
surgeons, and anesthesiologists.

Blood pressure management for the 83 spine cases
with ION varied widely, with blood pressure decrements
anywhere from less than 20% of baseline (n " 5) to 50%
of baseline or greater (n " 7). The relatively high pro-
portion of cases (27%) using deliberate hypotension re-
flects a long-standing clinical practice of decreasing

blood pressure to reduce blood loss during major spine
surgery.17 This technique has not been previously asso-
ciated with POVL after spine surgery in prospective or
retrospective studies on deliberate hypotension,18,19 al-
though studies with adequate power to detect this infre-
quent complication are lacking. Autoregulation of blood
flow in the cerebral circulation has been well demon-
strated in humans, albeit with a high degree of variability
in the lower limit of autoregulation (mean arterial pres-
sure ! 57 to 91 mmHg).20,21 It is not clear whether the
optic nerve in humans also has the ability to autoregulate
in both anterior and posterior regions.22–24 The occur-
rence of ION in many cases without apparent hypoten-
sion makes the role of blood pressure management un-
clear. The case–control study by Myers et al.4 of spine
patients with POVL did not show any difference in low-
est blood pressure between patients who developed
visual loss from any lesion (ION, CRAO, and cortical
blindness) and those who did not. Future case–control
studies of only patients with ION after spine surgery may
help to determine whether certain blood pressure reduc-
tions are associated with an increased risk of developing
this complication.

Whether the finding of moderate anemia in the major-
ity of these cases is a result of the fact that these were
predominately major spine procedures with large blood
losses, or whether anemia contributes to the develop-
ment of ION, cannot be discerned by this study. The
finding of ION in a patient with a nadir hematocrit of
40% demonstrates that ION occurs in the absence of
anemia. Of the 83 spine surgery patients with ION, 14
cases (17%) occurred with a nadir hematocrit of 30% or
greater. The effects of hemodilution on the blood flow
and oxygen delivery to the optic nerve have not been
well studied in either animals or humans.

Of note, two interrelated factors regarding the surgical
procedure were common to most cases. EBL of 1,000 ml
or greater occurred in 82% of cases, and anesthetic
duration of 6 h or longer was present in 94%. One of
these two factors was present in all but three ION cases.
Myers et al.4 also found that long duration and large EBL
were associated with POVL after spine surgery, but their
data combined all causes of POVL, including ION, CRAO,
and cortical blindness. Although there is not yet enough
information to confirm a relation between surgical dura-
tion, magnitude of blood loss, and the risk of POVL,
there is an opportunity for further clinical study. This
could be accomplished by comparing outcomes in con-
ventional single-stage surgery to outcomes in staged sur-
gery. Such a study would require considerations of the
added costs of staged surgery and the potential for in-
creased risks from perioperative complications such as
infection, pneumonia, and deep venous thrombosis.

The ASA POVL Registry does not allow us to establish
a definite etiology for perioperative ION, but it is note-
worthy that 72% of all ION cases in the Registry were

‡‡ National and Regional Statistics from the National Inpatient Sample. Avail-
able at: http://hcup.ahrq.gov/HcupNet.asp. Accessed February 15, 2006
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associated with spine surgery in the prone position. This
observation is consistent with the hypothesis that the
venous pressure within the optic nerve may become
increased during prone surgery, perhaps due to venous
engorgement. The plausibility of this hypothesis is sup-
ported by the observation that intraocular pressure in-
creases when awake and anesthetized patients are
placed in the prone position.25–27 Blood flow in the
posterior optic nerve may be particularly susceptible to
increased venous pressure because the arterial vessels
that supply the posterior optic nerve are small end-
vessels from the surrounding pia.28 Further support for
this hypothesis comes from case reports of ION that
have occurred in patients with increased venous and
intracranial pressure after radical neck operations with
bilateral internal jugular vein ligation.29,30 These reports
suggest that high venous pressure and interstitial tissue
edema may compromise blood flow in the optic nerve.
Histopathologic studies of PION in one patient with
severe blood loss and in two patients after bilateral
radical neck dissection demonstrated central hemor-
rhagic infarctions several millimeters posterior to the
lamina cribrosa to several millimeters anterior to the
optic nerve canal—an area supplied by the small pial
vessels.31–33 A related hypothesis is that ION is a “com-
partment syndrome of the optic nerve” created by in-
creased venous pressure and interstitial fluid accumula-
tion within the relatively nondistensible space of either
the semirigid lamina cribrosa at the optic nerve head or
the bony optic canal. Proponents of this hypothesis have
frequently recommended a head-up body position and
colloid-based fluid resuscitation in prone spine surgery
to decrease the potential interstitial edema around the
optic nerve. Body position could not be reliably dis-
cerned from these cases. However, the use of colloid in
30% of these ION cases and in many case reports and
case series suggests that its role in prevention of ION
remains undetermined.1,9

It is notable that ION almost always occurred without
any accompanying evidence of vascular injury in other
critical organs, such as the heart or brain, even in pa-
tients with preexisting coronary atherosclerosis, diabe-
tes, and hypertension. This observation suggests that the
optic nerve vasculature may be uniquely vulnerable to
hemodynamic perturbations in the prone position in
some patients.

In summary, more than two thirds of the cases in the
ASA POVL Registry were related to spine surgery in the
prone position, and 89% of these cases were associated
with ION. Most spine surgery patients with ION were
relatively healthy and had a wide range of nadir hemat-
ocrits and blood pressure management that may reflect a
multifactorial etiology. EBL of 1,000 ml or greater or
anesthetic duration of 6 h or longer was present in 96%
of these cases. For patients undergoing lengthy spine
surgery in the prone position, the risk of visual loss

should be considered in the discussion of perioperative
risks.
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What Happened to the Old Visual Evoked Potential Monitoring?

To the Editor:—I read with interest the results of the American Society
of Anesthesiologists Postoperative Visual Loss Registry and the analysis
of the 93 spine surgery cases with postoperative visual loss.1 Striking to
me was that the majority of the complications happened in settings
that were thought safe in the past. It has long been taught that
prevention of direct ocular pressure, severe hypoxia, anemia, and
hypotension prevent blindness in the majority of patients undergoing
prone spine surgery. This report and analysis of data showed that
direct ocular pressure contributed to only a small percentage of the
documented cases, and that blindness occurred over a wide range of
systolic pressure, homodynamics, and hemoglobin concentrations.
That led me to conclude that while prevention is the best cure for this
problem, best prevention is not currently understood; it raised in my
mind the question of intraoperative visual system monitoring. Today,
we routinely use pulse oximetry, capnography, and even processed
electroencephalographic monitoring to identify and promptly correct
hypoxemia, ventilatory inadequacy, and awareness. Isn’t it logical that
in high-risk cases where blindness is possible that we should be
monitoring the patient intraoperatively to identify early retinal changes
that could correlate with this tragic event and try to prevent that
outcome?

Intraoperative retinal monitoring through visual evoked potentials,
with the aim of preserving visual fields, has been used successfully in
many cases such as intracranial surgeries,2 occipital corticectomy for
epilepsy,3 functional endoscopic sinus surgery,4 optic nerve function
surgery, and other surgeries involving the visual pathway. Currently,
the use of the visual evoked potential is limited and not routinely
practiced in spine surgery performed in prone positioning. It seems
obvious that this modality should be used more frequently and even
routinely in all prone spine surgeries.

I am aware of conflicting reports about the usefulness of this mon-
itoring modality, but I believe that our reading and correlation of
retinal evoked potentials will improve as the monitoring becomes
routine. I hope that the future will focus on improving monitoring of
the visual evoked potential, perhaps in a form as simple as bispectral
monitoring (such as the Bispectral Index®; Aspect Medical Systems
Inc., Norwood, MA). Such monitoring may allow us to accurately
detect early, reversible damage to the visual pathway and enable us to
prevent permanent problems. This would be in the best tradition of
anesthesiology.

Adballah I. Kabbara M.D., Louis Stokes Cleveland Department of
Veterans Affairs Medical Center, Cleveland, Ohio. draikabbara@yahoo.com
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Excessive Crystalloid Infusion May Contribute to Ischemic Optic
Neuropathy

To the Editor:—It is unfortunate that Drs. Lee et al.1 and Warner2 feel
compelled to conclude that blindness may be an inevitable conse-
quence of prolonged spine surgery in the prone position, and that
patients should be warned of that possibility. While perhaps correct,
my experience in supervising many hundreds of such cases without
this complication leads me to believe that it is preventable. Although
briefly considered by Dr. Lee et al. in the Discussion section, sufficient
attention was not focused on the large average volume of crystalloid
solution (9.7 ! 4.7 l) infused in the 83 patients who developed
ischemic optic neuropathy. This volume of infusion is far in excess of
what is necessary for maintenance of either blood pressure or urine
output. In addition, it has a serious negative impact on the hematocrit,
as well as promoting edema of the orbs and optic nerves. Although the
etiology of blindness may be multifactorial, as anesthesiologists we
must critically assess those aspects of care over which we have control.
Limiting crystalloid administration, avoiding severe anemia (hematocrit
" 26), and limiting the duration of controlled hypotension, if used, to
the dissection period only (not the instrumentation period) are all
controllable. I would urge anesthesiologists to limit crystalloid volume
in prone spine surgical cases to no more than 40 ml/kg (approximately
3 l in adults) for the entire operative procedure regardless of duration.
If additional fluid is deemed necessary, it should be hetastarch (not to

exceed 20 ml/kg), albumin, or blood. If necessary, a low-dose dopa-
mine infusion can be used to support circulation and improve urine
output. Finally, urine output should not be the benchmark for fluid
requirements in these patients. Urine output is commonly diminished
while patients are in the prone position for reasons that have not been
documented. Diminished urine output in this setting does not lead to
renal insufficiency postoperatively.

C. Philip Larson, Jr., M.D., David Geffen School of Medicine at
UCLA, Los Angeles, California. plarson@ucla.edu
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Visual Loss after Spinal Surgery

To the Editor:—The American Society of Anesthesiologists (ASA)
Closed Claims Project has provided valuable information regarding
risks and potential etiologies of untoward events related to the practice
of anesthesia.1 The ASA Registry for Postoperative Visual Loss arose
from some of the same concerns as did the Closed Claims Project: an
attempt to understand problems that have become medical–legal is-
sues and to provide better care for our patients.2 Lee et al.3 have
provided a valuable service in documenting data associated with this
rare and devastating adverse event. Their report follows closely the
recent ASA “Practice Advisory for Perioperative Visual Loss Associated
with Spine Surgery.”4 Inasmuch as randomized prospective clinical
trials to discern etiology and efficacy of the suggested therapies of
increasing blood pressure and hemoglobin concentration would not be
feasible, owing to the low incidence, estimated to be approximately
0.03–0.1% for ischemic optic neuropathy (ION)5,6 (a reduction of 25%
would require a study of approximately 200,000–750,000 patients per
group), other methodologies are needed to assess possible etiologies
and therapies. As pointed out by Lee et al., unfortunately, information
regarding the total number of surgical procedures represented by the
reports in their database is not available. The registry could be im-
proved by asking those who provide case reports to also indicate the
number of similar operations performed during a several-year period (a
short period would produce an artificially estimated high incidence).
Even this, however, would overstate the incidence, because this com-
plication has never been encountered by most spine surgeons,7 and
likely most institutions. Of greater concern is the recommendation
contained in the report and the absence of other recommendations.

We question the recommendation regarding routine preoperative
discussion of the possibility of postoperative visual loss, given the
exceedingly low incidence. Complications of such low incidence5,6

(e.g., masseter muscle rigidity/malignant hyperthermia8,9) are not rou-
tinely discussed, and the rarity of ION makes it unlikely that discussion
would be a relevant consideration in whether the patient elected to
proceed. In addition, once mentioned, little can be said regarding
prevention or therapy, inasmuch as the etiologies of anterior ION and
posterior ION are uncertain, and prophylactic and therapeutic maneu-
vers are of unproven value.

Of interest are the surprising data that the patients’ eyes were
documented as having been checked in only 51% of cases of ION
(frequency not given) and in just 6 of 10 cases of central retinal artery
occlusion (frequency of between every 30 min and only once during
the entire procedure), which is widely regarded as being caused by
direct trauma or pressure applied to the eye. Our spine anesthesia team
was established in 1991, and our routine care includes checking the
eyes every 15 min of every patient in the prone position. We previ-
ously reported 7 cases of visual disturbances after 3,450 spinal surger-
ies, including four IONs, one central retinal venous thrombosis, and no
central retinal arterial thromboses.5 We are surprised that the registry
report contained no recommendation regarding the advisability of
frequent checks for absence of direct pressure on the patient’s eyes:
something that is easily performed, is of no cost, and makes sense
physiologically, although of unproven efficacy in preventing central
retinal artery thrombosis. In addition, we recommend a simple, quick
test of crude visual function and visual fields (e.g., tell how many
fingers, and when they can be seen as they are moved from the
periphery to a central position) as soon as possible in the immediate
postoperative period. The ASA practice advisory4 and Myers et al.7 in

their evaluation of a series of 37 cases of visual loss after spinal surgery
also recommend an early postoperative assessment of visual function.
This allows for rapid consultation, documentation of the timing of the
event, and institution of any recommended, although unproven, ther-
apy.

The report provides a good discussion regarding possible etiologies
of ION, including increased venous pressure and trapping of the optic
nerve owing to increased interstitial fluid accumulation and thus pres-
sure in an enclosed bony canal. It is possible that the latter issue may
also decrease arterial blood flow. As discussed in the report, placing a
patient prone in a position with the head slightly elevated decreases
intraocular venous pressure. We practice and recommend this, as does
the ASA practice advisory for “high-risk patients.”4 In addition, we also
limit the volume of crystalloid solution to reduce the possibility of
increased interstitial fluid and pressure, although, admittedly, neither
this nor the slightly head-up tilted position is a proven efficacious
prophylactic therapy.

We were surprised that the report did not consider patients’ fraction
of inspired oxygen or arterial oxygen tension. We have shown that
anemia-induced neurologic deficits in healthy people can be reversed
by increasing arterial oxygen concentration.10 We are further con-
cerned that both Lee et al. and the ASA Task Force suggest that
protracted surgery and amount of blood loss are risk factors for the
development of postoperative visual loss. Neither is physiologically
grounded. A more sensible assessment, in the absence of a validated
monitor for visual function during anesthesia, would focus on blood
loss replacement and maintenance of normovolemia, rather than the
volume of loss itself, and the duration of factors that might influence
inadequate perfusion of the ophthalmic vasculature, rather than the
duration of the surgery. The latter may be a poorly correlating surro-
gate for hypovolemia/hypoperfusion and may appear erroneously as a
univariate factor in a database of a limited number of events. These
might also be surrogates for the intravenous infusion of substantial
amounts of salt solutions, with the potential adverse action noted
above. Anesthesiologists and surgeons should work together to mini-
mize potential contributing factors to this devastating complication;
however, in the absence of definitive data, the Task Force’s suggestion
to alter accepted surgical practice11,12 is questionable.

Richard B. Weiskopf, M.D.,* John Feiner, M.D., Jeremy
Lieberman, M.D., Serena S. Hu, M.D. *University of California, San
Francisco, California. rwes@novonordisk.com
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In Reply:—In response to Dr. Larson’s rather dogmatic conclusions
on how to avoid perioperative ischemic optic neuropathy, I am
pleased that he has never personally experienced this complication in
one of his patients. His observation drives home the primary point of
the report by Dr. Lee et al.1 and my editorial2: There are too few of
these complications at this time to scientifically deduce causative risk
factors. Quite simply, it is not logistically or financially possible at this
time to prospectively search for causative risk factors of this devastat-
ing complication as it occurs in patients undergoing spine surgery
while positioned prone.

Therefore, it is difficult to understand what data Dr. Larson uses as a
basis for his recommendations. There are no data to suggest that limiting
crystalloid administration to less than 40 ml/kg regardless of duration of
the surgical procedure impacts ischemic optic neuropathy (negatively or
positively). The same can be said for his suppositions about hematocrit
levels of less than 26 and limiting durations of controlled hypotension to
only the dissection period of spine surgery. Data from multiple studies
document that many patients who have Dr. Larson’s “risk factors” do not
develop ischemic optic neuropathy—and many who develop ischemic
optic neuropathy receive crystalloid volumes of less than 40 ml/kg, have
hematocrits intraoperatively well above 26, and are provided care without
the use of controlled hypotension. In short, there is no scientific reasoning
to justify Dr. Larson’s strongly worded, unsupportable recommendations.

Dr. Weiskopf raises two points to which I would like to respond.
First, he speculates that periodic intraoperative checks of the eyes for
absence of direct pressure on patients’ eyes may be useful in prevent-
ing central retinal artery thrombosis. His spine team evidently estab-
lished periodic intraoperative eye checks for all prone-positioned spine
surgery patients and found that none of their 3,450 patients developed
this complication.3 However, as he notes, the frequency of this event
is very low. It is, therefore, impossible to draw any conclusion or even
inference that his team’s eye checks had anything to do with the
outcomes that their patients experienced. Regarding the use of eye
checks, it is disappointing to find that 6 of the 10 patients with central
retinal artery occlusion in the America Society of Anesthesiologists
Visual Loss Registry had at least one eye check during their proce-

dures.1 In those 6 patients, eye checks apparently did not prevent this
problem from occurring. Therefore, should eye checks be done? Intu-
itively, yes—they are certainly cheap and easy. However, there are no
data showing that they are effective in reducing the frequency or
severity of central retinal artery occlusion.

Dr. Weiskopf also indirectly suggests that increased inspired oxygen
concentrations, resulting in elevated arterial oxygen tension, may be
helpful in decreasing the frequency of perioperative vision loss. He
cites an excellent study that he and colleagues performed in volunteers
who were made acutely anemic, finding that increased inspired oxy-
gen concentrations reversed the negative cognitive effects of the ane-
mia.4 Ironically, hyperoxia has an autoregulation-related vasoconstric-
tive effect on the end-retinal arterioles of the central retinal artery,
reducing both the diameter of the arterioles and also their blood flow
and velocity.5 It is not clear what impact this finding has on blood flow
to the various regions of optic nerves, but increasing inspired oxygen
concentrations may not be as helpful as he seems to suggest.

Mark A. Warner, M.D., Mayo Clinic, Rochester, Minnesota.
warner.mark@mayo.edu
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In Reply:—We gratefully acknowledge the interest that Drs. Kab-
bara, Larson, and Weiskopf et al. have shown in our article on spine
surgery and postoperative visual loss (POVL).1 It is only through the
continued interest and investment of time and resources by anesthe-
siologists, ophthalmologists, and surgeons that we will develop pre-
ventative strategies and/or treatment for this devastating perioperative

complication. These letters provide an opportunity to discuss and
expand on topics that space limitations would not allow in the original
article.

Dr. Kabbara makes an insightful deduction in noting that our current
lack of proven risk factors for ischemic optic neuropathy (ION), and its
possible multifactorial etiology, would make an intraoperative monitor
of optic nerve function a logical means to prevent ION. Unfortunately,
previous studies have demonstrated that anesthetics diminish or ablate
visual evoked potentials, making their intraoperative reliability poor.2,3

Additional technical problems include poor sensitivity of the light-flash

Dr. Roth has received financial compensation for providing expert witness
testimony on behalf of patients, hospitals, and physicians in cases of periopera-
tive visual loss.
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as opposed to pattern-evoked potentials. Further research and techni-
cal advances will be required before the sensitivity and specificity of
this monitor for detecting optic nerve dysfunction are acceptable for
routine clinical use. Moreover, some patients do not develop clinical
visual deficits until several days after surgery, and it is unclear how
useful an “intraoperative” optic nerve monitor would be in these
situations.

Dr. Larson summarized his personal experience over many years and
his personal beliefs about cause-and-effect relations regarding ION.
Unfortunately, there is no way to validate the summary statements and
beliefs derived from his anecdotal experience. Moreover, our clinical
experience makes us concerned that limiting fluids to a specific
amount, without regard to urine output or blood loss, may lead to
underresuscitation and increase the risk of organ failure.

Although the American Society of Anesthesiologists POVL Registry
has provided detailed descriptive characteristics of patients who de-
velop ION after major spine surgery, it cannot be used to determine
risk factors because there are no denominator data and no unaffected
patients for comparison. Because of the nature of complex spine
surgery, it is possible that patients who do not develop ION after major
spine surgery have received similar amounts of crystalloid. The Amer-
ican Society of Anesthesiologists recently reviewed the scientific evi-
dence and expert opinion regarding the anesthetic management to
reduce the risk of perioperative visual loss in prone spine surgery.
Because of the lack of scientific literature, an advisory, not a guideline,
resulted. Although the advisory recommended the use of both colloid
and crystalloid, specific amounts of these solutions could not be rec-
ommended because of the absence of any evidence-based literature.4

Dr. Weiskopf et al.’s point about frequent eye checks to prevent
central retinal artery occlusion from globe compression is appreciated.
Because the focus of our article was ION, we did not explicitly state,
but do completely agree, that frequent eye checks during major prone
spine surgery are of unquestionable value to prevent globe compres-
sion. Data on inspired oxygen concentration and arterial oxygen were
not collected and therefore could not be examined with respect to
anemia. The clinical use of high inspired oxygen concentration in the
potential presence of ischemia remains controversial because of theo-
retical risks of reactive oxygen species tissue damage.5 Other details
regarding clinical care of spine patients at the authors’ institution were
noted, including limitation of crystalloid infusion, but again, the benefit
of this practice with respect to prevention of ION cannot be validated
based on the literature.

We agree with Dr. Weiskopf that consenting patients undergoing
major spine surgery for the risk of POVL is challenging, but our
experience reading closed claims files for POVL has repeatedly re-
vealed that patients believe that they should have been consented for
the risk of blindness associated with major spine surgery. The fact that
the authors have made four significant intraoperative interventions
aimed at preventing POVL demonstrates that it is of great concern to
anesthesiologists and surgeons. Rest assured that it is of even more
concern for patients. There is no widely accepted threshold of inci-
dence of complications to preclude discussion of risks. Most states use
the “reasonable patient” standard for consent as described by O’Leary,
in which a physician is required “to disclose information that a rea-
sonable patient under similar circumstances would want to know to
make an informed decision.”6 These risks would include common side
effects and complications of low severity, and those that are less
common, but with significant impact, such as blindness.

The data are clear regarding the types of spine cases in which ION

occurs: prolonged operations in the prone position with large blood
loss.1 We, like others, speculate that the physiologic basis for these
findings may have more to do with the prone position in which venous
pressures are elevated and the time that it takes for optic nerve axons
to become dysfunctional. Large blood loss increases the potential for
hypovolemia and the occurrence of anemia, and increases fluid admin-
istration and transfusion of blood products, all of which may affect
oxygen delivery to the tissues. However, any theory of causation for
ION remains to be proven. We agree with the authors that mainte-
nance of normovolemia is important and would be useful data to
analyze, but this assessment is subject to varied interpretation, partic-
ularly in the prone position. This information would have to be col-
lected in a prospective fashion with rigid criteria and uniform moni-
toring. We would like to clarify that we did not advocate a change in
surgical practice, except for consent, without a randomized controlled
trial comparing the effects of staged surgery for major spine proce-
dures with single-stage surgery, because this alternative also has the
potential for significant morbidity. We agree that surgeons and anes-
thesiologists must work together to minimize potential contributing
factors to the development of POVL for our patients. The data dem-
onstrate that two of these factors are prolonged spine surgery in the
prone position and large blood loss.1

Finally, we would like to reiterate that the clinical phenomenon of
perioperative ION occurs at such a low frequency (highest incidence
reported to date 0.1%)7 that prospective clinical studies randomizing
patients to treatment arms would require a multicenter, long-term,
costly study. Currently, there is no evidence-based medicine to support
any causative (or preventative) statements regarding the development
of ION. Because of the low incidence of ION, and the predominance
of these cases in spine operations of 6 h or longer and blood loss of
1,000 ml or greater,1 most anesthesiologists are fortunate enough to
have never encountered this complication, regardless of their anes-
thetic management. However, good fortune should not be equated
with best practice when the etiology and prevention of ION remain
unproven.
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