Kekkaku Vol. 78, No. 1 : 45-49, 2003

45

BITEMEHERE

HIV BEHeF 12 BT 5 Fit%

K HEBH

XU &%, b MUEREY A VR, BRUEGENSERERRE, Yus 7 —YHER, RER

TS IR A

L ®IC

5% 3L D 58 J7 7 L HIV # #: (highly active antiretroviral
therapy: HAART) I HIVE S EHE O FH 2 FHICHE L
Tk, L2L, BARTITHIVERE IR A 2HML
THY, 2001412 A KITiZ6755 A (I i % & K 1 525
WX BBEE 1430 N2 BRS) E@BEshTws (B4
BEF—_L 5 R),

- HARORKBEBERIIADOI0AXR27.9 (20014F) T
HY, TEEDIZLAEFI0RBOBIRE X5 L
DTEHVEVNZ D, ZDE) RROEARTIE, 5%
HIV BGE & BEREAZ O REBI DSBS B Wl et Asdh B, H
ATIEHRDLITL 2 & 2001 4F 1 AR F TI2 148 Bl DFEH
ZEWLAHIVEBEESHRSNTEY, LETHH
FHEPEONL 1992 4E DRIF 4 1M LY 31612 % 2 Tw
5o

HIVEERIEIC B T 2 BRERFDOY X7

HIVIiZEB B IZCD4REHET Y Y SBRICESE L, Z0H
TR T A5 2 LIC k) BEE LM GEREE
BHEU S, CDABGHETY v SBROBEIT XS Icv s 0
77— UKRE (BURIRREE. HEERE. ML) oRER
BT ABDOBIBIMICRDEELE X 2RTOIE,
CDAREMETY Y Bk ~2ru 77 —IThb, LIdo
T, ThHDOMIEOEREREN A U5 HIVIEEETIE
HEBICBEELERLLT VO TH D, 20 L I
RIEMVET LRETREERFT L, WHEBEOREK
e, HBHOWHAE, KREOEKEICX 2B OH
R, JRATY) YOS~ OW K i, #EEY 2o,

ITHOLEBREIRIY 9 5, ZORH, EREMEETE
ZEABRITEZ DIy, YRV Z Y VRIE (VR
o) X LI LB 2 5,

HIV IERPE DHERLI Y L7254, BRI 5
TERIZ—AREIZ 5 ~10% E Vb TW 52, HIVIEEE
PREBICBRE L 72581, TORKET HRITEMS ~
10% EVONEFETH L, Tt ZBEORBRIFD
fERtEE HIVIERRGE O 1705 &£ SRTw b,

HIVEEE T, BREWBERIC L 2B 0EHETT
Ho THHRMEDOHREIHRZ Y ) 20T, MEHHT
LRI BE L OB E R 5 %\v & ) ITEEDS
VLETH 5D,

BROHVEREICHKEFTHE

PR IR 72 BRETIC & 2 & AT HIV R HAE O F% 38 12 B
HEEBLEITEwDRTEY, EKZ2AM LA HV
EHE DITREHBEE AL T HIVEREE O
2LV WMEDVD D, T ORBEIFIOEVIETRIZ
MBZDODDIZL 2D TIHR L, HIVIEGIEIEITT 5
ZEIZLoTH25ENAB, Nakata 5V IZNREHE & &6k
L7z HIV B RHE 58 R gk i & ATV, MR ED
OB OBEEAICI, R EORFHAICE EIC
HIVRNABNE Dol v IiffiEE Lz, 2hon®E
REHRATHMFL LT, BEREII~r7T7 7 —Y 20
# L T tumor necrosis factor «, interleukin-1, interleukin-6
DEFWEINESE, TNOITL Y HIVOERHTLE S
5LV FNDHBY,

B ST SR A T B RO BRI 2

GG L KIFIER,  [E AR R SR BEIE R AR, T 204-8585
REARIEM AT E3-1-1 (BE-mail: hnagai @tokyo.hosp.go.jp)
(Received 9 Oct. 2002)



46

Table Chest X-ray findings of HIV-infected
tuberculosis cases (n=30)

Enlargement of hilar or mediastinal lymph nodes 71

Miliary or multiple small nodules 64.5
Cavity 19.4
Nodules 16.1
Pleural effusion 16.1
Consolidtion 12.9
(%)
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The 77th Annual Meeting Educational Lecture

HIV INFECTION AND TUBERCULOSIS

Hideaki NAGAI

Abstract The number of people infected with human immu-
nodeficiency virus (HIV) is gradually increasing in Japan, and
the morbidity rate from tuberculosis in the Japanese people is
high. Accordingly, the number of cases with both infections is
considered to increase in the future. Our hospital has already
encountered 31 cases of HIV associated tuberculosis.

HIV infects mainly CD4-positive cells. The extreme de-
crease in the cell count results in serious cellular immunologi-
cal disorder. CD4-positive cell disorder induces disorders of B
lymphocytes, cytotoxic T cells, natural killer cells, and macro-
phage functions. These destructive conditions show the state
of immunodeficiency including macrophage that are most im-
portant for defense of acid-fast bacterial infection. Migration
and activation of macrophages with cytokines derived from T
cells are impaired to induce the following phenomena: hypo-
plasia of granuloma, failure of tubercule bacillus suppression,
the spread to regional lymph nodes (hilar or mediastinal
lymph nodes), and hematogenous dissemination. On this oc-
casion, caseous necrosis and cavitation are unlikely to occur,
and false-negative tuberculin reaction is often observed.

The incidence of severe cases, which include miliary tuber-
culosis, tuberculous meningitis, etc., and extrapulmonary tu-
berculosis, are high among acquired immunodeficiency syn-
drome (AIDS)- associated tuberculosis cases. HIV-infected
tuberculosis cases are generally regarded as endogenous exac-
erbation, but they include primary infection and reinfection as
well. Even during the treatment for drug-sensitive strains par-
ticularly, some cases may have reinfection with multidrug-
resistant bacteria, suggesting that caution should be taken
against this point. Conversely, the association of tuberculosis
is a factor for the poor prognosis of HIV infection, since it
facilitates the development of HIV infection. If the bacteria
belong to a drug-sensitive strain, the infection with them
responds well to antituberculous drugs, the same as in tuber-
culosis cases without HIV infection, showing a favorable
prognosis. However, the mortality rate of infection with multi-
drug-resistant tuberculosis is extremely high.

The combined use of a protease inhibitor, i.e., anti-HIV
drug, with rifampicin is regarded as contraindication for the
treatment because rifampicin strongly induces hepatic cyto-
chrome P-450 and increases the metabolism of protease inhib-
itors and nonnucleoside reverse transcriptases to markedly de-
crease the blood concentrations. Accordingly, the treatment

for tuberculosis should take priority over that for HIV infec-
tion in HIV-infected tuberculosis, and highly active antiretro-
viral therapy (HAART) may be administered after the treat-
ment of tuberculosis. When HAART is necessary for the
treatment during the tuberculosis treatment, rifampicin had
better be exchanged to rifabutin because the effect of rifabutin
to induce cytochrome P-450 is less potent than that of rifam-
picin.

A report has recently shown that the exacerbation of pyrex-
ia and chest X-ray findings was transiently observed approxi-
mately 2 weeks after potent anti-HIV therapy for HIV- infect-
ed tuberculosis, which included a protease inhibitor. The
reason for the exacerbation has been believed to be that
the impaired function of CD4-positive cells is improved by
the administration of anti-HIV drugs to raise temporarily the
reaction of the vital part to M. tuberculosis.

A tuberculin skin test (TST) reaction size of = 5 mm of in-
duration is considered positive (i.e., indicative of M. tubercu-
losis infection) in persons who are infected with HIV. Persons
with a TST reaction size = 5 mm who have not previously re-
ceived treatment for M. tuberculosis infection should receive
tuberculosis preventive treatment. Prevéntion by BCG vacci-
nation is regarded as contraindications for HIV-infected pa-
tients, because disseminated M. bovis infection may be associ-
ated with them.

Many HIV-positive patients infected with tuberculosis
show uneventful healing, when M. tuberculosis is the sensitive
strain. However, since some patients show the rapid course of
tuberculosis, clinical physicians keep the early detection of
tuberculosis for HIV-infected patients and the association of
HIV infection for tuberculosis patients in their mind, respec-
tively.
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