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[ Abstract] Objective To analyze the clinical characteristics and prognostic factors of opportunistic
infection (Ols) of central nervous system (CNS) in patients with acquired immunodeficiency syndrome
(AIDS). Methods The clinical data of 153 patients with AIDS complicated with CNS Ols were collected
from January 2012 to March 2018, the general conditions, clinical manifestations, auxiliary examinations,
diagnosis, treatment and prognosis were analyzed, respectively. The patients with AIDS complicated with
CNS OlIs were divided into death group and survival group according to whether died within half a year.
The prognostic factors of these patients were analyzed by multiple factors Logistic regression. Results

Among the 153 patients with AIDS complicated with CNS Ols, 73 (47.7%) cases were with Cryptococcus
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neoformans meningeal, 27 (17.6%) cases with unexplained CNS infection, 14 (9.2%) cases with mixed
infectious CNS diseases, 12 (7.8%) cases with CMV neurological diseases, 12 (7.8%) cases with Toxoplasma
gondii encephalopathy, 9 (5.9%) cases with tuberculous meningeal (brain) inflammation, 5 (3.3%) cases
with neurosyphilis, 1 (0.7%) case with herpes simplex virus encephalitis. After treatment for causes and
(or) symptoms, 102 (66.7%) patients were with stable condition and 51 patients died. Multivariate Logistic
regression analysis showed disturbance of consciousness, decreased muscle strength, peripheral blood CD4" T
lymphocyte count < 25 cells/ul, Epstein-Barr virus (EBV) viremia were all independent risk factors associated
with mortality of AIDS patients complicated with CNS OlIs (P = 0.000, 0.014, 0.012, 0.005). Conclusions
AIDS complicated with CNS Ols had many diagnostic types, great difficulty in diagnosis and treatment,
and high mortality. Severe impairment of CNS function, serious immunodeficiency and EBV viremia were
independent risk factors associated with mortality. Early screening to identify the above mentioned high-risk

patients were needed. Early detection of CNS OlIs and timely targeted treatment could reduce the morbidity

and mortality of these patients.

[Key words] Acquired immunodeficiency syndrome; Opportunistic infections of central nervous

system; Clinical characteristics; prognosis
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#: EBV: EBJi#; ART: P sidigyr: i EBV DNA FH%



196 o rp ARSI RN AR G 2 (L TR) 20204E6 H 451435 %533 Chin J Exp Clin Infect Dis (Electronic Edition), June 2020, Vol.14, No.3

W

AT UCIA I3 7756 AIDS B35 v i ik
CNS OIsfH& 15341, KWiFE HN4.1%, S5Daiss
(6.5%) "W FLiEL, ERTEEAY (164%) PV
& ERKESE (11.3%) PHRIE ], Al fER A 5T
5 Dai M 70 HE R — Lol PR BRI AN 4 B o K M (X
Z R K. AIDSH K CNS Ols i i WK LI
KRB, HUONSgE . MRk B AREERS . N
BWAESE . IR 2 W DU B BBk v e (i) RK
R E (47.7%) , 5Dai%% (32.5%) ®, w5
A (47.0%) BUL akRaE (49.3%) PRk
(49.1%) P g a8 AL

AWF RN B FE AN L CD4" TY0 it %
REBUN264N /1, 65.4%H % CD4" T4 % <
50/ /ul, 83.7%H#ECD4" T4 << 100/ul,
PR K ZHUEE R ThRE ™ HAZ 8, HA LA
JE RICNS IR G35 G Sy s AR, T #2425 6
HRIE SIS . B — T B AIDS B
UF R IFICNS Ols¥pi fll 5 #h J& il CD4" T4H g 1 £ %
Z: H{CD4" T < 254N /ul, PAASHHJR A
CNSERYL, FrAIPaek s Wi () 7. RA Y
PECNSHEEG £ W,: 4{CD4” THIE 5 < 504 /ul
VIE YR s A R G S RS2
UL MCD4" T4 < 100N /uli, PLZE#%
PR 98 2 OL; 4 CD4A” T4H i+ 40> 200/>/pl,
DAMP MG EE 2 WL 565 I AK 2 2R Ry T A 25 2
FAHL, AIDS & 140 M.CD4™ T 40 M 1%
A]HCNS OIsfii2 W fl i 2 #2 it 48 5

AR RN HIME RGN EE LR S
WEAT WA RS 2 o> L, A5 H199.3% 2 4 il
BWGERRH . WA () BHMGHEARR
87.4% B F M/ BAHECTA (B MRIRH,
IR EXFIREECNS OIs B #FAT IR (B HHE 4%
B ARA I, JLHEMER L SR, "
Il AR 12 WA 28 2R Bl I3

KW TCHE B L2 R G R IE IR 2 E R
%, WU KCNS Ols 3 i & M £ & & A7 15
HIV/& Y, LR HIRBLAIDSH KB G TT . AHF
TN EFH BAATRIEZE N33.3%, FRILRE T Dai
2 (13%) B B (18.8%) PHAITK AL
(11.0%) PHRiE, SHES% (27.6%) "R
P, AT RES ARG RN B S S AT B AR U

Ko ABEFEILAE27THIA B JFEFICNS Ols 85, st
Rigm (63.0%) , AJREL IR Gy Ty HAIK
N B FE K BICNS IR G AR IRAF J 5 K2 B R 5
TBITH K

BT R R PICNSIhBE ™ E 2 4. HiETh
AEE BB IEG . JE K EBVIILAE & AIDSH & CNS Ols
BEGETIH) = RO fE B R 2R, A DU S
R 5 AR 7T 48 AR 22 AR ML,
T BE —RIGR RN E, 2/ R IRES,
AhJE ML.CD4" Ttk L4 B T H £ 0 B Am %, 3% BH Fa %
ThRE ™ B2 R AIDS B # K A2 CNS Ols K AET 1)
MRA TR R,

AR AR, WA ERRKNLZ
—, JKEBVIIE TR & AIDSH: & CNS Ols i #IE
TS fE R R 25 . EBV A BRI BBl P 4% 5k ) o
LI EE, 90%~95% . AEBV DNA L FH 1 .
[FIBTEBV /2 —Fpie (s 58, 5tk R R A% 1)
A, FEHIVIH KEBVIEGLE i, HIVMEBVX £
Y. —J7TH, YRR EE Tk 40 A #IHIEBV
TSGR, TTHIVIR G & 77 746 ™ 5 0 g%
Bber, SHIVAFITEBVLE AR & HIF1 50,
Fi— 75T, EBVHEN ARG I8 5 BB, (HA
WA 7REBV DNAMMUAZTE T B, &7 7E
FCD4 FICD8" T4 ™", $2/REBVA 1l il i
s CD4 FICD8” T4H M T 40fn (B0 Dhag ki in
HHIVEGH A shls, H oA D=5 65
RIEBVIE Y2 5HIV I KOs & A4 gk el
AW R BIEBV RIEBNA-23E [K] 45 52 JE K 72 4
Al sBIEHIV-1. EBVATHIVAH B.1E F 2L 5
FAIDSHI LB B ED Y, B2, HIVAIEBV
A E R, B R ARG IR, R INEAIDS
BMEMRIEE . MIEEBV DNAFH M — iR
BEAR N AELETE S HEEB VI L 5L S EBV %5 4] 41 5%
I, O REBVIILEIAIDS B 5 H &G HAR
gh)e . AW LM S I REBVILE, {X34H14T
PEBVIGTT, Wi MABITEHE TG Z R LR
TR HEARREN, YT AIDSHEKEBV I fE
BH RS T EPEBVIRIT MIGTT 52 15 fE s &
& WG AT 75 KBS I A BE M TR Wt . A 41,
AN TS iR AN N I T O 8PS RE R R R e
H OTTME. BUFAMHRE . BERT B3 B
HEH XK.

AW 5L FH J3 B ART J: AIDSF & CNS Ols 3



[EKFS

SR AR R G &

2(FEFAR) 20204F6 A 25144 25334 Chin J Exp Clin Infect Dis (Electronic Edition), June 2020, Vol.14, No.3 .

197 -

PRI R 3 . ARTHEFIHIHIV S 1,

PEECD4" T4

MEr R, RNk eRER, SeEREwE; R
B3R JA B ART LARS o B BL A JOE S W 27 A AR K A 55
FRRRIEBLAL, B iR B ART & B G S #E AN K )

Kt

(EAHE TN BTG BZR € 1

JRIBRAE, G 2 HIV 558 A0 3k [R] B 45 R 300 175 0 Fil
JEA R A A E— 2B

(1]

(2]

(3]

(4]

(3]

(6]

(71

(8]

(]

(10]

(1]

[12]

[13]

[14]

[15]

[16]

[17]

ik, HRE,
B #[J/CD]. ¥4 ?%%UK%%%%@

2 F X ™

Zayyad Z, Spudich S. Neuropathogenesis of HIV: from initial
neuroinvasion to HIV-associated neurocognitive disorder (HAND)[J].
Curr HIV/AIDS Rep,2015,12(1):16-24.

Seider TR, Gongvatana A, Woods AJ, et al. Age exacerbates HIV-
a-ssociated white matter abnormalities[J]. J Neurovirol,2016,
22(2):201-212.

Brown A. Understanding the MIND phenotype: macrophage/
microglia inflammation in neurocognitive disorders related to human
immunodeficiency virus infection[J]. Clin Transl Med,2015,4:7.

Kelly SG, Taiwo BO, Wu Y, et al. Early suppressive antiretroviral
therapy in HIV infection is associated with measurable changes in the
corpus callosum[J]. J Neurovirol,2014,20(5):514-520.

Anderson DJ. Modeling mucosal cell-associated HIV type 1
transmission in vitro[J]. J Infect Dis,2014,210(Suppl 3):S648-S653.
Lfon A, Weisberg MD, New O. Neurologic complications of HIV
infection[J]. South Med J,2001,94(3):266-275.

Gildenberg PL, Gathe JC Jr, Kim JH. Stereotactic biopsy of cerebral
lesions in AIDS[J]. Clin Infect Dis,2000,30(3):491-499.

Dai L, Mahajan SD, Guo C, et al. Spectrum of central nervous
system disorders in hospitalized HIV/AIDS patients (2009-2011)
at a major HIV/AIDS referral center in Beijing, China[J]. J Neurol
Sci,2014,342(1-2):88-92.

Lanska DJ. Epidemiology of human immunodeficiency
virus infection and associated neurologic illness [J]. Semin
Neurol,1999,19(2):105-111.

Bowen LN, Smith B, Reich D, et al. HIV-associated opportunistic
CNS infections: pathophysiology, diagnosis and treatment[J]. Nat Rev
Neurol,2016,12(11):662-674.

Albarillo F, O’Keefe P. Opportunistic neurologic infections in patients
with acquired immunodeficiency syndrome (AIDS)[J]. Curr Neurol
Neurosci Rep,2016,16(1):1-13.

AT 2 2 YL 5 A3 o LW 4. U297 1R M (2011
JROLI]. Hh He i PR IR0 4% 26.,2011,04(6):321-330.

Cecchini D, Ambrosioni J, Brezzo C, et al. Tuberculous meningitis
in HIV-infected patients: drug susceptibility and clinical outcome[J].
AIDS,2007,21(3):373-374.

Garg RK, Sinha MK. Tuberculous meningitis in patients infected with
human immunodeficiency virus[J]. J Neurol,2011,258(1):3-13.
Lukehart SA, Hook EW 3rd, Baker-Zander SA, et al. Invasion of
the central nervous system by Treponema pallidum: implications for
diagnosis and treatment[J]. Ann Intern Med,1988,109(11):855-862.
Rolfs RT, Joesoef MR, Hendershot EF, et al. A randomized trial of
enhanced therapy for early syphilis in patients with and without human
immunodeficiency virus infection[J]. N Engl J Med,1997,337(5):307-
314.

Poliseli R, Vidal JE, Penalva De Oliveira AC. Neurosyphilis in HIV-
infected patients: clinical manifestations, serum venereal disease
research laboratory titers, and associated factors to symptomatic

BlE#E, . 15346 5K T % S s 14 42 AE

R

(BFH) 2020,14(3).191-197.

[18]

[19]

[20]

[21]

[22]

[23]

[24]

[25]

[26]

[27]

[28]

[29]

[30]

311

[32]

[33]

[34]

[35]

[36]

EE R P ARAT L R

neurosyphilis[J]. Sex Transm Dis,2008,35(5):425-429.

Conde-Sendin MA, Amela-Peris R, Aladro-Benito Y, et al. Current

clinical spectrum of neurosyphilis in immunocompetent patients[J].

Eur Neurol, 2004, 52(1):29-35.

Zheng D, Zhou D, Zhao Z, et al. The clinical presentation and

imaging manifestation of psychosis and dementia in general paresis:

a retrospective study of 116 cases[J]. J Neuropsychiatry Clin

Neurosci,2011,23(3):300-307.

Marra CM, Maxwell CL, Smith SL, et al. Cerebrospinal fluid

abnormalities in patients with syphilis: association with clinical and

laboratory features[J]. J Infect Dis,2004,189(3):369-376.

BBIE A, 16841 30000 & T X M 22 R GENL 2 IR0 B F) i R 7

H[I1. o 9 1 95,2014,20(10):766-768, 773.

EERK, BRI, XM, 2%, B R IX 4994 i & I AR &

RGO B v K TS R R R AT [J]. Th AR e Ak

%,2018,36(2):65-68.

G, fOTATE, 54, . HIV/AIDS& 3 APk i 2 R Zibl ok ik g

7360 R M) AL G Jmm ,2011,24(6):361-363.

TRAL, RET, mthaR, . SCUR A IR RK P A AR G0R AL IR I K 43

HT[J/CD]. H 4 S5 Il PR gk 4o 2% & (L FiR),2015,9(2):201-

205.

BEAE, AT, TARAE, S LIRS I AR A R GUR AR A

PR B ST, o [ 334 1E97,2016,22(7):510-513.

W, e, -H, &8, G G I AR RS R GO AL 16361 1T (1]

rh ] S A e 2 0 A 7,2011,14(20):12-14.

Caniglia EC, Cain LE, Justice A, et al. Antiretroviral penetration into

the CNS and incidence of AIDS-defining neurologic conditions [J].

Neurology,2014,83(2):134-141.

Luma HN, Tchaleu BC, Temfack E, et al. HIV-associated central

nervous system disease in patients admitted at the douala general

hospital between 2004 and 2009: A retrospective study[J]. AIDS Res

Treat,2013,2013:709810.

Petrara MR, Cattelan AM, Zanchetta M, et al. Epstein-Barr virus

load and immune activation in human immunodeficiency virus type

1-infected patients[J]. J Clin Virol,2012,53(3):195-200.

Bekker V, Scherpbier H, Beld M, et al. Epstein-Barr virus infects B

and non-B lymphocytes in HIV-1-infected children and adolescents [J].

J Infect Dis,2006,194(9):1323-1330.

Kersten MJ, Klein MR, Holwerda AM, et al. Epstein-Barr virus-

specific cytotoxic T cell responses in HIV-1 infection: different

kinetics in patients progressing to opportunistic infection or non-

Hodgkin’s lymphoma[J]. J Clin Invest,1997,99(7):1525-1533.

Scala G, Quinto I, Ruocco MR, et al. Epstein-Barr virus nuclear

antigen 2 transactivates the long terminal repeat of human

immunodeficiency virus type 1[J]. J Virol,1993,67(5):2853-2861.

Lardelli P, Steinberg SM, Campelo C, et al. Evidence of an in

vitro association between human immunodeficiency virus antigen

P24 and Epstein-Barr virus DNA[J]. Eur J Clin Microbiol Infect

Dis,1992,11(2):157-161.

Mujtaba S, Varma S, Sehgal S. Coinfection with epstein barr

virus in North Indian patients with HIV/AIDS[J]. Indian J Pathol

Microbiol,2005,48(3):349-353.

Margalith M, Sarov B, Sarov I, et al. Serum IgG and IgA antibodies

specific to Epstein-Barr virus capsid antigen in a longitudinal

study of human immunodeficiency virus infection and disease

progression in homosexual men[J]. AIDS Res Hum Retrovirus

€s,1990,6(5):607-616.

HZ %, MU, #69, 45 HIV/AIDS B % 458 B 8 A BT 90 3k

[J/CD]. ':Pﬂé;kgu*m]mr_ JRYI J FE(F T AR),2015,9(4):462-467.
(Wi H e 2019-08-27)

(R i FhRE)

GAAR MRS 09 6 RAFIEATRE B 7R



