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Neira et al. have explored the use of low-level
laser energy on in vivo and in vitro models of
adipose tissue biology. In a small number of pa-
tients, low-level laser irradiation was used before
lipoplasty procedures. The authors further
present interesting in vitro results examining the
subsequent effects of low-level laser irradiation
on adipocyte metabolism. From in vitro studies,
scanning electron microscopy photomicro-
graphs of freshly isolated human adipose tissue
exposed to low-level laser irradiation (1 to 4
J/cm2; 4 to 6 minutes) show cellular disruption
compared with nonaffected, nonirradiated adi-
pose tissue. Using scanning electron and trans-
mitting electron microscopy, the authors postu-
late that an adipocyte-specific cell membrane
pore is activated, allowing the passage of fat out
of the cell. The authors hypothesize that low-level
laser irradiation before laser-assisted lipoplasty
will produce fat-depleted adipocytes and result in
a more efficient and safer lipoplasty procedure.
For the in vivo study, 12 healthy women under-
went lipoplasty with low-level laser therapy and
had excellent results. The authors conclude that
laser-assisted lipoplasty should be considered
when performing lipoplasty techniques.

Today low-level laser irradiation therapy is
widely considered to have nonthermal, radio-
biologically therapeutic effects by accelerating
the wound-healing process by means of in-
creased cellular proliferation, reduced inflamma-
tion, and promotion of vascular microcircula-
tion.1–3 The Food and Drug Administration
recently approved low-level laser irradiation for
pain therapy. With low-power (5 to 10 mW) and

total energy (1.2 to 3.6 J/cm2) at 635 nm, low-
level laser irradiation is considered safe and a
nonsignificant risk, according to the Food and
Drug Administration. In in vitro studies on iso-
lated whole blood, low-level laser irradiation was
not associated with cellular damage or loss of
cellular viability.4

The authors report that low-level laser irradia-
tion influences the gross appearance of adipose
cells embedded in freshly isolated tissue removed
by lipoplasty. In vitro irradiation of dermal tissue
for 2, 4, or 6 minutes, compared with controls,
ultimately damages adipose cells. They further
tested whether the presence of tumescent fluid
improved the disruption of adipose cells in the
isolated tissues. In the low-level laser studies, tu-
mescent fluid seemed to accelerate adipocyte de-
formation. However, the authors did not directly
test whether the adipocytes were still viable, and
no data were provided with regard to the gross
appearance of microvascular cells, nerves, mus-
cle, or other cell types associated with dermal and
subdermal tissues. The authors did state that the
reculturing of low-level laser–treated adipocytes
resulted in viable adipocytes (no data or refer-
ences were provided). From an in vitro stand-
point, the photoactivation of adipocytes toward
fat mobilization and maintaining viability would
be important to substantiate with well-controlled
dose/time experiments. These data seem to be
in contrast to the increased cell proliferation and
viability studies associated with low-level laser ir-
radiation and the nonsignificant risk status of
low-level laser irradiation.

From transmitting electron microscopic
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analyses of low-level laser–treated adipose tis-
sue, this research team postulates that fat was
released from the adipocytes. The chemical
form of fat—triglycerides versus glycerol and
fatty acids—was not directly tested. The au-
thors proposed that a specific cell-associated
pore or channel was associated with loss of
intracellular fat and cell formation. If intracel-
lular triglycerides were hydrolyzed by hor-
mone-sensitive lipase or lysosomal acid hydro-
lase, free fatty acids would be transported
through reported fatty acid transporter pro-
teins found in human adipose tissue.5–7 Cur-
rently, only excess extracellular fatty acids and
not intracellular fatty acids are reported to be
transported through the plasma membrane,
because specific fatty acid– binding proteins
prevent movement of the fatty acids out of the
cell.5,8 The authors may have discovered a
unique and adipocyte-specific channel or pore.
However, more rigorous experiments are re-
quired to demonstrate specificity from other
reported pores/channels or a new function of
known proteins.

The in vitro results were remarkable for the
dramatic effects provided by 4 to 6 minutes at
a low-level laser energy signature. The authors
did not comment on the depth of tissue that
was isolated for scanning electron and trans-
mitting electron microscopy analyses. The re-
sults of fat-depleted adipocytes may be limited
to cells closely associated with subdermal loca-
tions proximal to the epidermis. Lipoplasty
procedures remove adipose tissue from vari-
able depths (1 to 6 cm) below the skin surface.
It is difficult to understand from laser theory
on energy transfer how the stimulatory effect
of low laser irradiation at 635 nm with low
fluence modulates or damages adipocytes deep
below the skin surface. There is a well-known
drop of the photon density during light pene-
tration in soft tissues. Human skin can reflect,
absorb, and/or transmit light rays. That por-
tion of laser light that does penetrate will also
be influenced by the percentage of melano-
cytes (light skin, 1.3 to 6 percent versus dark
skin, 18 to 43 percent) and density of micro-
vascular structures. With only 0.3 to 1.0 percent
of the laser light penetrating skin, the cellular
or tissue structures acting as acceptors to the
635-nm light that penetrates the skin to pro-
duce these nonthermal results are not re-
ported. It is difficult to conceptualize that only
one adipocyte surface protein would be photo-
activated and other proteins would not. The

authors did not present microscopic or histo-
logic analyses on adipose tissue collected dur-
ing lipoplasty from the 12 subjects.

Our laboratory had the opportunity to per-
form lipoplasty with the Erchonia laser (Majes-
Tec Innovations, Inc., Mesa, Ariz.) on a por-
cine model. In two animals, suction-assisted
lipoplasty, ultrasound-assisted lipoplasty plus
suction-assisted lipoplasty, and laser-assisted li-
poplasty were performed in the presence of
superwetting solution. In the laser-assisted lipo-
plasty area, skin was exposed for 12 minutes
with the protocol provided. From all condi-
tions, tissue and lipoaspirate samples (middle
of the top layer) were collected. Cell viability
measurements and scanning electron micro-
scopic results were determined. In the lipoaspi-
rate specimens, the cell viability of suction-
assisted lipoplasty equaled that of the laser-
assisted lipoplasty specimens; i.e., there was no
decrease in cell death with laser-assisted lipo-
plasty. This would be consistent with minimal
damage but not cell death, as reported by the
authors. Our preliminary results would seem to
support previous reports that low-level laser
irradiation does not damage cellular struc-
tures. It is possible that the porcine model may
provide dramatically different results because
of skin coarseness and other features that in-
terfere with low-level laser irradiation penetra-
tion in comparison with human skin anatomy.
We, along with other investigators, look for-
ward to further examination of low-level laser
irradiation in human lipoplasty procedures in
a randomized clinical trial.

The authors have presented preliminary
data that low-level laser irradiation may provide
a powerful tool for both basic science research
and clinical applications. They are to be con-
gratulated on their efforts to explore the mech-
anism in adipocytes, a cell type known to be
difficult to process and evaluate. It will be im-
portant to understand the mechanisms of ac-
tion in isolated adipocytes and in intact tissues.
Of clinical importance, plastic surgeons and
others should wait for further reports from
rigorous randomized clinical human trials be-
fore using low-level laser irradiation in lipo-
plasty procedures.
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