Contact information:
D Nurutdinova
(Washington University School of Medicine

No. G - 106 Predictors of Successful Response to Hepatitis A Vaccine .

13 Campus Box 8051

Uity inSELOs in HIV-infected Persons

E-mail: dnurutdi@im.wustl.edu
Mz Edgar T Overton?, Diana R Nurutdinoval, Somnuek Sungkanuparph?, Richard K Groger?!, Warren Seyfried?!, and William G Powderly?
SCHOOL OF MEDICINE IWashington University School of Medicine, St. Louis, MO 2University College, Dublin, Ireland

FAX: 314-361-5231
Abstract Methods

Background: Hepatitis A infection remains a health risk for HIV-infected persons. While the inactivated hepatits A virus (HAV) + A retrospective chart review of a 906-patient HIV clinic was performed. HIV-infected + The differences between the patients who received vaccination and = Of the 345 vaccinees, 110 patients did not have data regarding HAV
vaccine affords prolection to immunocompetent persons > 95% of the tme, rates of developing protective antbody in HIV+ patients who had received HAV vaccine were identified. those who were eligible but did not recsive vaccination are in Table 1.

The effect of HIV P reported. Ab status after vaccine, while 235 patients had Ab status.

+ Medical records were reviewed for demographics, number of vaccine doses,CD4+ T-

Methods: In this retrospective cohort study of a 906-patient HIV clinc, HIV-infected patients who had received HAV vaccine were

dentified. Medical records were reviewed for demographics, number of vaccine doses, CD4+ T-cell nadir and count at fime of

accination, HIV vl lad at ime of vaccinaton. and aniretoviral therapy at tme of vaccination. For coninuous and dichotomous antiretroviral therapy at time of vaccination. Basic Characteristics | Vaccinated Eligible for p Value = Table 2 shows the results of univariate analysis: neither race, gender,
variables, ttest and x2 were used, respectively. Univariate and multivariate analysis by logistic regression were used to determine <« For continuous and dichotomous variables, t-test and x2 were used, respectively. (n= 345) vaccination (n=281) nor the receipt of 1 or 2 vaccinations was associated with the
factors ? antbody) aftor HAY vaccnation Non-parametric tests were used, when data was not normally distributed. Univariate Gender development of Ab after vaccination
Resuls: Of the 906 patients, 189 (21%) had evidence of prior HA nfecton and 362 (40%) had recelved at least 1 cose of HAY. 4 multivariat vsis by logisti ) 4 to determine fact nich Female 118 (34%) 122 (43%) 0.018 .
vaccine; 235 had I9G antibody data before and afer vaccination. Of these, 112 (48%) developed a reactive antbody response an _"'u \variate analysis _y ogistic regression were_use © eer_m'"e actors whic Male 227 (66%) 159 (57%) «There was a trend to higher CD4 cell counts in patients who
aftr vaceinaton. iy HIV viral load < 1000 coplsi.was predicie of successfl antbody response. The median HIV viral oag predicted a successful immune response (reactive HAV antibody) after HAV Race responded o vaccine, although the difference was not statisticall
in the responders was < 400 copiesimL. and the median vira load in non-responders was 1846 copiesimL. The table shows the vaccination. The data set was analyzed using Microsoft Excel and the SPSS software Caucasian 113 (32%) 103 (37%) NS i p. § ’ 9 Y
the vaccinees reactive HAY not package (Version 12.0 for Windows; SPSS/ Systat, Chicago, IL) AA . 230 (67%) 175 (62%) significant.
Conclusions: Supresdon of H elcaton t m ofHAV aconstion s assited v an s elhood o devlpng Hispanic 2(0.6%) D) +0nly HIV viral load <1000 copies/mL and HIV viral load < 400
a protective antibody respons in HIV-infected persons. Neither nadir CD4+ T-cell count nor the value at fime of vaccination Mean age (years) 40.5+96 374+92 <0.001 X - .
preited antibody response. These resuls suggest the signficance of conirl of iral relicaton a ime of HAV vaccinaton. The Resulis Mean nadir CD4 count copies/mL were predictive of response to HAV vaccine.
lowrats of HAV vaccinaton respons (467%) suggests the importance of dsvelping now approaches to vaccination in HIV-infected (cells/ pL) 245 (0 - 1508) 150 (0 - 1362) 0.001
persons. Positive HCV Ab 28 (8% 21 (7.5% NS |
G () ) Conclusions
- Patients T 2: Factors Related to HAV Vaccine Response. | = Suppression of HIV replication at time of HAV vaccination is
ac associated with an increased likelihood of developing a protective anti-
390 Responders |Non-responders | p Value _ ]
; . N . . . . o N body response in HIV-infected persons.
Despite the introduction of HAV vaccine in 1991, HAV infection Ineligible for vaccine n=112 n=123
remains a health risk for HIV-infected persons. In a review of the ‘African American 78 (70%) 80 (65%) 0.74 + Neither nadir CD4+ T-cell count nor the value at time of vaccination
HOPS cohort, Tedaldi et al reported that only 167 of 716 subjects 289 189 201 == 38 B % @) T predicted antibody response.
. B . o o ?
(23.3%) who were eligible for HAV vaccine received at least 1 dose not vaccinated Prior infection Unknown status Mean =5 (years) T ARG oD = These results suggest the significance of control of viral replication at
(1). The factors related to this poor adherence to the ACIP guidelines - o _ : time of HAV vaccination.
. Received 2 75 (66%) 76 (62%) 0.42 o
remain unclear(2). While the inactivated HAV vaccine affords injections «The low rate of HAV vaccination response (48%) suggests the
protection to virtually 100% of HIV sero-negative adults, the response Median CD4 nadir 234 (0to 1150) | 212 (0 to 994) 0.07 importance of developing alternative approaches to vaccination in HIV
. . . (range) .
HIV-infected has b rted to b h 1 th thi = infected persons.
n iYinfected persons has been reporied fo be much fower wili e 123 Median CD4 at 438 (50 1701) | 397 (Oto 1224) | 0.08 P
rate of protection varying from 9 to 94% (3-5). Additionally, lower CD4 Non-responders Vax#1 (range) f
cell counts were associated with poorer response rates for HAV CD42°(;)OU"t at Vaxi1 o o A References
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cell nadir and count at time of vaccination, HIV viral load at time of vaccination, and

T 1: Characteristics Associated with HAV Vaccine Receipt.

+ 112 patients developed HAV Ab; 123 patients did not.




