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ABSTRACT Aim To further understand IgA immune responses in patients with HIV infection. Methods IgA
immune responses were dissected into their components,namely {ree IgA ,complexed IgA and IgA/C3 two—com-
ponent —determined circulating immune complexes (IgA/C3 — TCIC), which were detected by single radio im-
mune diffusion or ELISA. Results Our study group included 36 HIV —seronegative controls, 68 asymptomatic
HIV +subjects, 120 HIV +individuals with AIDS —related opportunistic infection. Both levels of free and com-
plexed IgA were significantly increased in patients,but the amount of IgA/C3— TCIC was markedly reduced a-
mong them. All of the three markers were dramatically higher in p24+group than p24—one. Free IgA was nega-
tively associated with CD4 and CD4/CD8 ratio,and positively with complexed IgA and IgA/C3—TCIC. However,
there were no relationship between complexed IgA and IgA/C3— TCIC. Conclusion These findings show that
complexed IgA and IgA/C3—TCIC may be better markers of early stage progression of HIV infection,and that
free IgA may be a more valuable indicator in later stage disease. The mechanism of elevated serum IgA may be in-
volved in CD4 numbers and function. Furthermore,a need for novel therapeutic strategies to modulate IgA im-
mune responses in AIDS is suggested.
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Table 1 IgA immune responses in different types of HIV in-

fections

B gy PN HE Bhgily
Clinical Cases IgA/C3—TCIC
. types x+ts xts xts
CDC—0 36 224+13 2.74+0.3 0.5940.05
CDC—2 68 249+11 6.04+0.5 0.29+40.04
CDC—4 120 352%10 7.0%0.4 0.4110.03
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Table 2 Relationships b&tween IgA immune responses and
p24

p24 (@3}5 Free IgA  Complexed IgA TgA/C3— TCIC
X+s xts X+ts

- 67 258120 4.840.4 0.37+40.03

+ 119 350%19" 7.3%0.6° 0.5740.05"
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Table 3 Pearson correlation matrix comparing IgA immune
responses with the number or percent of CD4 and
CD8 cells in PBMC

. IgA/C3 %R
)% IgA &gA &
CaJses 7]15:?5 1A Cogplexeg ga ERZELEY

IgA/C3—TCIC
ggfﬁﬂiuo.”ﬁ —0.34*  —0.16 —-0.19
SB;‘E,@,E“ 176  —0.31* ~0.08 —0.16
e ﬁ;ﬁi’i No. 166 —0.04  —0.01 —0.02
CO8ERH 156 —g.12  0.02 0. 06

CD8 Percent

CD4/CD8 th® ¢

CD4/CD8 Ratio —0.29°

—0.06 —0.23

* P<{0.01

2.4 IgA BEBERNISRBEIMMERYE XA
X ZYOE PER [gA G % RV 15 PRIE1# A
KRR, 055 IgA 55 & IgA HlIgA/
C3—TCICH¥MEEEBEMEMX(PL
0.01), M & & IgA 1 IgA/C3—TCIC jal&y 4
XEREE, WE 4,

%4 188 PURE lgA B R FIEHRIEINAEXM (O

Table 4 Pearson correlation matrix comparing IgA immune

responses with themselves
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