Kekkaku Vol. 77, No. 1 : 37-40, 2002

37

H76EMEUFRE

T A XIZEBET 50w E

¥—J—X A4 X, PLHIV GEHERE, WEaftE, »Y

1. HIV /BB DO IRIR

I A XD THRE SNTZDH19814FETH H DT,
LAETH L) E20ERBLIZZE D, ZORIKRE
RIGEE LR CICHT AHE CDERYH Y, HEEIEK
& ER LT, RIS, MERERERHESE (RTD 2 # LA
FTIEZ 1987 FE 2 L ERIGH SN2 7 a7 7 — BRHEE
(P) & &M AEDE 3 HIBHEDE (HAART) 3IEH
IZHRJI T, HIVEREEDOTFHREZBINICHE ST, b
NbNOREEIZBWTH Fig. 1 127 T & 9121997 L)
PGB O ERIE 3 HIDL EOBEREE L 2 o 72, HERED
ZEAL IR 1996 4E LLET & # AL LR T H A B GYE O
FAEMEE, F L7 (Fig.2)o T4 XI2X BT D,
w%@wHwkﬁ%%wuw%’ﬂﬁél4f%t%
Bo% (ABEBREDH ) OWRTERET%) THolod

none one

=hifig%, HUBR R AAE

L, 199746725 20004E F TD 4 4ER D HIV AR EE
692 %72 ) DI A RIZXBRTIT18% (AREED /-
D ORTE2.6%) & L7 (Fig.3). 18ZDILTIERA

OMF D, HAART ZRAEL FIRETE 2120 b b
FRHEIIW 25720 is@HB%)T S VIFYN
BEEICEETCTEENTH > -84 (44%) R, APk

LTz C BIFFRASHFIEZS - FERBE LﬁTLTbWﬁ%
& (22%) 7% &, HAART 25%0F H e h o 72
L7- (Fig.4)o #Y)7% HAART 2°% 17 6N & 2 §1UdTF
BIETKIEICEE L2 W b, Lo L, HAART kL,
BITE S\ Z &, IRAAEE L2 &, ke L2l
WIF T &, BEFENGAHES RER I Lk ETEe DR
FRLRENTWL, RIEAICELTIE, H80%DE
H DR &kﬂb#@ﬂﬁ@%;bf%@,ﬁ%%

BEFZINSEMERO7Z2OICEBROEREZRH#ER SN

1996

1997

1998

1999

2000 |

Fig.1 Change of anti-HIV regimens in ACC
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Fig. 2 Incidence of opportunistic infections in ACC
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Fig.3 No. of AIDS death in ACC
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Fig. 5 Rate of side effect and interruption of
HAART in ACC
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Major opportunistic infections and diagnostic methods

Opportunistic infection

Diagnostic method

* Pneumocystis carinii pneumonia
+ CMV retinitis

+ Toxoplasma encephalitis

+ Cryptococcus meningitis

+ Atypical mycobacterial infection

+ BALF; Diff-Quik stain sputa; PCR

+ Occular exam. CMV antigen

+ Brain CT or MRI, Ab

- Ag, Indian ink stain, culture

+ LN biopsy, blood culture, PCR (Blood)

Table 2 Mean CD4 count at diagnosis of OI

Opportunistic infection

Mean CD4 count (/u1)

* Pneumocystis carinii pneumonia
* CMV retinitis

+ Toxoplasma encephalitis

+ Cryptococcus meningitis

- Atypical mycobacterial infection
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Fig. 6 Adverse events during therapy with
sulfamethoxazole/ trimethoprim
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Table 3 A protocol of a 5-day course of
desensitization to sulphamethoxazole/
trimethoprim (ST)

ST (g)
Day
morning evening

1 0.005 0.01
2 0.02 0.04
3 0.1 0.2

4 0.4 0.8

5 1 (€8]

HETR > CHETMET 2720100 EEZHIIEET
BBV FRICHPHRARER O APHEIZCE L TIE PCRIZEL 2
BWINEETH HY, HAART [Z L 1) CD4 ) ¥ /NEREHS
WESNIHEITIE S ) iR E IE L% < o BRI
PIEDHIE T+ 2 2 LW EETH L, LaL,
CD4 Y > 7SEREEAS 500/ 101 DL A2 IFE L 72728 MAC 12
W BFRE AT L2z AT Y T A TS L7261
EAREER L7 TR O ERIRVBISHIRTT R TH 5,

3. IAXICHTBEHMEEHEDHR

JEITaR 7z X 512, WEDZ HAART 25 HEIC 72 o T2
BT A XN HMAABHEIXEm L 72 L2, 2K
MiEBHETH B ) gk LA OBEIIAZ D LI
BIMENICSH B, #) ZMZICB LTk, HIV 2
LTWaZEzMH5TICAETELTYwD AN, FEDICE
PET2EELZAMRBAIETH Y, HIV IEEEHOH
ICEES # ) =B ROMINTH %, HEICEL T, £
DELE, WETVT7TRT 7)A05%H LTWwWA HIV
BB DORIETH Do FIZ HIV EREEOEGWED S D



40

RUEHAEE I, AL ST 5 MRS, T4 X1
BE S KOG BB A1 & b HIIT 5 & B b
ECh b,

X [y

1) TeruyaK, Yasuoka A, Yamaguchi M, et al.: Complications dur-
ing clinical courses of Pneumocystis carinii pneumonia in pa-
tients with acquired immunodeficiency syndrome. Intern Med.
2001 ; 40 : 221-226.

2) Yoshizawa S, Yasuoka A, Kikuchi Y, et al.: A 5-day course of

oral desensitization to trimethoprim/sulfamethoxazole (T/S) in

FE TS %5 1T 20024E 1 H

patients with human immunodeficiency virus type-1 infection
who were previously intolerant to T/S. Ann Allergy Asthma
Immunol. 2000 ; 85 : 241-244.

3) Tachikawa N, Goto M, Hoshino Y, et al.: PCR detects
Toxoplasma gondii, Epstein-Barr virus, and JC virus DNAs in
the cerebrospinal fluid in AIDS patients with focal CNS compli-
cations. Intern Med. 1999 ; 38 : 556—562.

4) Yamamoto Y, Yasuoka A, Kikuchi Y, et al.: Two cases of long
lasting bacteremia due to Mycobacterium avium complex de-
spite new macrolides containing regimens in patients with ac-
quired immunodeficiency syndrome. Intern Med. 2001 ;40 :
454-458.

The 76 th Annual Meeting Educational Lecture

PULMONARY COMPLICATIONS IN PATIENTS WITH AIDS

Shinichi OKA

Abstract HIV infection was first reported in 1981 in USA.
It has been 20 years since then. Owing to understandings of
pathogenesis of this disease and development of new drugs
such as the HIV-specific protease inhibitor (PI), prognosis of
disease has been tremendously improved. Especially after
1997 in Japan, the strategy of anti-HIV treatment shifted from
two drugs combination to three drugs combination, which is
called highly active antiretoviral therapy (HAART). HAART
was so effective that prevalence of HIV associated opportun-
istic infections were decreased dramatically. Mortality among
hospitalized HIV-infected patients was decreased from 6.7 %
in 1996 to 2.6% since then in ACC. However, 80% of pa-
tients receiving HAART suffered from side effects and 15%
of them had to be changed their treatment due to side effects.
Furthermore, an unexpected side effect, namely lipodystrophy
syndrome (LDS), was emerged among patients who were re-
ceiving HAART more than one year. LDS was first reported
as re-distribution of lipid such as central obesity with or with-
out lipo-atrophy from extremities and/or face. Now only cos-
metic change, but also it is associated with elevation of lipid
and glucose level. Therefore, those patients who have LDS
are in face of the risk for the ischemic heart diseases. Our sur-
vey indicated that the rate of LDS in Japanese patients were
almost same as that of Caucasian patients reported elsewhere.
Opportunistic infections associated with HIV infection
Treatment for HIV infection consists of two major arms;
one is use of anti-HIV drugs to prevent development of AIDS
described above and the other is diagnosis, treatment, and
prophylaxis of opportunistic infections. There are five very
important opportunistic infections; Preumocystis carinii
pneumonia (PCP), cryptococcus meningitis, toxoplasma en-
(CMV) infection, and

cephalitis,  cytomegalovirus

Mycobacterium avium complex (MAC) bacteremia. Because
if these five were able to diagnose, a patient can survive under
appropriate treatment. On the other hand, if these were not di-
agnosed, patient must be AIDS death. After introducing
HAART, number of CMV retinitis, MAC bacteremia, and
AIDS dementia complex were decreasing. However, number
of PCP sustained high because PCP is the first indicator dis-
ease of AIDS if the patient did not know his HIV status. The
first choice of drug is sulfamethoxazole/trimethoprim (ST)
for PCP treatment. If the patient were in severe respiratory
failure, corticosteroid is used concomitantly. Treatment is
usually continued for 3 weeks. We have successfully treated
45 out of 47 cases of PCP for 4 years. However, those patients
treated with ST for 3 weeks were limited only 35% because
of very high rate of side effects of ST. If the patient was intol-
erant to ST, treatment was switched to pentamidine. After fin-
ishing the treatment, the patient is to be treated with a 5-day
course of oral desensitization to ST. More than 80% of pa-
tients who were previously intolerant to ST became success-
fully getting tolerance by this method.
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