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Reply

Sir—My colleagues and I carefully read

the letter by Zhou and Chen [1], and we

do not agree with their argument. The

mechanism of lymphopenia in patients

with severe acute respiratory syndrome

(SARS) is still unknown. Our hypothesis

that T lymphocytes are damaged by the

SARS coronavirus (SARS-CoV) is based

on current pathological findings. Li et al.

[2] detected SARS-CoV RNA in PBMCs

obtained from patients with SARS. Wong

et al. [3] demonstrated that, in patients

with SARS, lymphopenia was observed in

various lymphoid organs, there were

scanty numbers of lymphocytes in exu-

dates from inflamed lungs, and lympho-

cytosis was not found in any organs.

In another article [4] cited by Zhou and

Chen [1], hemorrhagic necrosis and at-

tenuation of lymphocytes were also evi-

dent in lymph nodes and spleen specimens

obtained from patients with SARS, which

is direct evidence of damaged immune or-

gans and tissues in patients with SARS.

On the basis of these findings, Lang et al.

[4] concluded that the severe damage to

the pulmonary and immunological sys-

tems was responsible for the clinical fea-

tures of SARS and might result in patient

death [4]. Ding et al. [5] reached the same

conclusion. They note that “SARS is a sys-

temic disease that injures many organs.

The lungs, immune organs, and systemic

small vessels are the main targets of virus

attack so that extensive consolidation of

the lung, diffuse alveolar damage with hy-

aline membrane formation, respiratory

distress, and decreased immune function

are the main causes of death” [5, p. 282].

At the time of writing, there is still no

evidence to support the view of Zhou and

Chen [1] that lymphopenia is due to the

redistribution and migration of lympho-

cytes. With respect to the expression of

lymphocytes and their subsets, Li et al. [6]

arrived at a conclusion identical to the one

we reported [7]. Therefore, we believe that

the hypothesis that SARS-CoV may dam-

age the immune system might be sup-

ported by recently published studies.

We believe that Zhou and Chen [1]

need more data to support their conclu-

sion that the immune function of B cells

in our patients appeared not to be im-

paired because specific anti–SARS-CoV

could be detected as early as 10 days after

the onset of illness. Although anti–SARS-

CoV was observed in patients with SARS,

it was not proper to conclude that B cells

in these patients were unimpaired, because

the extent of impairment might be differ-

ent and because the function of B cells

was not limited to the production of an-

tibody. The fact that 76% of our patients

with SARS had low B cell counts could

imply that B cells were damaged by SARS-

CoV, although the damage was not too

severe to affect the production of antibody.

There are still too many unanswered

questions about SARS. Although the in-

cidence of SARS has subsided in Beijing,

more investigations are underway. We wel-

come different opinions and suggestions

as we continue our research.
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