55 28 % 55 7 Y] FERERE Vol. 28 No. 7
202247 A China Journal of Endoscopy Jul. 2022

DOI: 10.12235/E20210545
XEHS : 1007-1989 (2022) 07-0039-07

VikmaH BN ERZERANR TR

T, B, R ‘XEJE,, AAAK, BT
(AT K% B I M B 7 W2 E B AR, AT At 310023)

E:. B #KT#Em (AIDS) &3P R R R BT H e M THAE, 7775 KE2018F5 F —
202145 A TiZ R H ACBHE IR 69 20 6] ATDS 4378 38 357 5 08 & & 69 16 R ) oA, B4 aME Ne T R
Fosm A, SER PTAHREI T AI: REXHAG, BRHIF, DEIXRHIF, @M RRitm2e, %
Wik 1B, AMiG7e, RERT. AEHREIG, SEAFRRE2E, AHRE1G), RE1F, SK
minE 1A, EEFEKEH2A, BHELE2A, ALLEBEKBBE (HIV) 5K (RNA) kX7
%, HIVRNA/ELY 1.40 X 10°~3.57 x 10° TU/mL, “F3) (2.81£8.97) x10°IU/mL, 174 & KF T CD4'#y
. FF, CD4" <250/uL# 741, CD4">250/uL # 10 6] . & FF M feiF R 26, o iF E 40 Mo Jm &
(CMV) M6, SMA L HIV RNA PR A CD4' T @ idc s, 5 Bumm RE. SR EF4

5B) (P=0268, P=0315), HFWmRAEE (LEFERAKEE) (P=0359, P=0.621) ARE@E
»U Fm (P=0549, P=0.058) R RAAM, Gt HIV L H 60 G LE 5 5 % B 5 5 AR 5% R

AR RE, F oA ERBEMNG T, o HIVEEEEFRAABRAE, MG R E A
Bk, WRBENELNITEE il kme Tk, RHATE5E hiihd,
KHERE - OB ARG ; ALAERE BTG 5 ML T AR
FESYZES : R512.91

Endoscopic manifestations of AIDS combined with digestive ulcer

Yan Shi, Jing Gao, Qian-neng Wu, Fu-long Zhang, Yuan-dong Zhu, Dan Zhou
(Department of Digestive Diseases, Hangzhou Xixi Hospital, Zhejiang University School of Medicine,
Hangzhou, Zhejiang 310023, China)

Abstract: Objective To investigate the endoscopic features of acquired immunodeficiency syndrome (AIDS)
combined with different types of digestive ulcers. Methods We collected the clinical data of 20 cases of AIDS
complicated with digestive ulcer from May 2018 to May 2021, and made a summary of their endoscopic
manifestations and pathology. Results There were 4 cases of esophageal ulcer, 3 cases of gastric ulcer, 3 cases of
ileocecal ulcer, 2 cases of terminal ileum ulcer, 1 case of colon ulcer and 7 cases of rectal ulcer. Pathology revealed 1
case of actinomycete infection, 2 cases of tuberculosis infection, 1 case of fungal infection, 1 case of
adenocarcinoma, 1 case of squamous cell carcinoma, 2 cases of non-Hodgkin lymphoma, and 12 cases of chronic
inflammation. 7 cases were tested positive of human immunodeficiency virus (HIV) RNA, and the value ranged
from 1.40x10° ~ 3.57x10° IU/mL, with an average of (2.81+8.97) x10* IU/mL; 17 patients obtained CD4" T
lymphocytes data, among which 7 cases with CD4" < 250/uL and 10 cases with CD4" > 250/uL. There were 2 cases
with syphilis serology positive and 1 case with serum cytomegalovirus (CMV) positive. We found that HIV RNA

positive and CD4" T cell counts in peripheral blood were not significantly associated with gastrointestinal
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malignancies (adenocarcinoma, squamous cell carcinoma and non-Hodgkin's lymphoma) (P =0.268, P=0.315),

specific pathogen infections (Mycobacterium tuberculosis and Actinomycetes) (P = 0.359, P =0.621) and common

inflammatory ulcers (P = 0.549, P = 0.058). Conclusion The causes of these ulcers in HIV infected people may be

significantly different from those in normal people, which is often caused by opportunistic infection or malignant

tumor. HIV-infected patients often go to the gastroenterology clinic due to dysphagia, chest pain or abdominal pain.

Clinicians need to be alert to the possibility of gastrointestinal diseases and perform endoscopy in time.

Keywords: acquired immunodeficiency syndrome; digestive ulcer; opportunistic infection; malignant tumor;
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o, BEITNER AR . e f, M 1,
AR 5 ), HAa)sE 20, 7014, #Ee)Ei
BRUER 1), RAIETS 161, B RE A3 6. HIVE
W% ER (ribonucleic acid, RNA) BHMEE 741, HIV
RNA i 4 1.40 x 10* ~ 3.57 x 10° [U/mL, V-3 (2.81 +
8.97) x 10" IU/mL; G IFMFREILIE = FIME 241, 1fE
E iR 7 (cytomegalovirus, CMV) PHYE 1 4], A
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THACE AR FERERE A, ATCBEE . BB, Wk
B335 T A L i 0 2 D P71 5T S D O e a5V A WS REA o |
AE A R T FEE 4 ) 1 A B Rk e BRAG Ar . Z B R B
I, FRIATFADEIHE AT & TR AL R . S5 RNk A
G, WRESREREE, NEEA LI R
BE SR IARIEIE N, SRR E I
1.3 WZEIEkR

B4y B F AT HIV RNA KA CD4™ T 241 f AG 0 ,
ORI ZE R, Geit o Arax PO 5 0 A P R
R SR AR B D RSl R B R . N R
Kty R BHAE Bz AL S . RS S BZ A
Bk, HREK/N. BRERE . BmA%IEs . FER
JEERE S DA S A 25 S (F S G EAR Y (8 . PR YLt
DL AT IR EE ) o
1.4 SitERE

TEHTSPSS 22.0 GE it FR /- ab FRARHE . i BRI
B s bnifE2E (vxs) Foms THEBERIDMG] (B0A 5
Fe) 3R, Gtk Al G A 50 5L Fisher i )4 4
B P<0.05 hESAGITFEX.

2 HR

HERFEFRIEL R

061BF T, SEBZAH (20.0%), B3
] (15.0%), W MEZ 36 (15.0%), A
Bi2 Bl (10.0%), G5l 161 (5.0%), HlEET
Bl (35.00) . #5045 B ML R 1 )
(5.0%), HRATRIERS 201 (10.0%), FLHEY 1]
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(5.0%), AFEZFAMKEIE 201 (10.0%), 1@FEJAE 12
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% (60.0%) .
2.2 SMEMHIV RNAPRMEFICD4 THREHES H
HiEEHEHXR

20, 164 (80.0%) 47 HIV RNA K,
KITH (7716, 43.8%) ALK H HIV RNA, 17 f
(85.0%) 47 CD4" T 40 A I, & B 7 6 (7/17,
412%) CD4* TZMi%k < 250/ul. (s 14, JEE A
AR LB, R R ARG 2 5], R S 3
), CD4">250/uL# 1045 (FLEAERYL 1), 185
FE 9B o AW A : ARJE I HIV RNA FH4:F1 CD4*
T 240 M 5 T AL TE G (s . B AR A
SWER) (P=0268, P=0315) . %515 Rk
B (25T AZ ) (P=0359, P=0.621)

DL N 3% 38 28 P Bt 97 Jo BB AH G PE (P=0.549,
P=0.058). ULKIZE.

2.3 AIDS BEHWEREZHN AT TRIAMFEE H

231 FaEkmats BEH, 8%, W A
SI TR L NAR" Abt. ABREEE/R: HA5E
BER] WL —HAR29 0.6 em Btd PR, B E
Bz SR T, JE B RV LR . T
NG 2, WA, JRER . (HMA) B
EYEREEERE, 4 (-), Wtk (=), HATTIRFF
B (Helicobacter pylori, HP) (-). %34l fb/F5 5k
et PiRY e (=), EBWiEE (Epstein—Barr virus,
EBV) (-), CMV (-), HZEZ 55 (herpes
simplex virus, HSV) (=), WA 1B,

MR HIVEERESNEIMHIV RNA K CD4THMEME S BHERFEHNXR
Attached table Relationship between the viral load of HIV RNA, amounts of CD4" T cells in peripheral blood and

digestive ulcer in HIV-infected patients

25 BE /% PAE (T AEIE G ) PAE CR7 S JFUA R L ) PAE G538 RYETHZ )
HIV RNA(n = 16)
PP (R =7) 43.8
0.268 0.359 0.549
BAPE(n=9) 56.2
CD4" THIHI% (n = 17)
<250/uL(n=17) 412
0315 0.621 0.058
> 250/uL(n = 10) 58.8

1 SR H Fisher B4 %1

A
A HETR B RPEAALIT R (HE x 100)

1 HERMERS

Fig.1 Common inflammatory ulcer

232 REKEBARRE BREH, 6%, H ‘K
B IR LR ABE. ABEEBER: BTN

38.0 ~ 42.0 em ERZGFEHEBZEAE, LR AT AL
2, BHmRGEEST, FBRERERIN, THEmil
G2k IR 2A, JRHER . (EHE) BhiiieiR
PRBEKE, RYERZEZIEA, ] DGR 0RO 22
R CBHME A . S A/ R et ARG (+),
byt (), EBV (=), CMV (=), HSV (-). %}
ARELAT W, B R RN 220K 5 2% FORHME TR, [RIAHAR
YePAME, FFATIER R A SUR B R P, UK 2B,

233 HAWEwwm BEH, 268, H ‘L
JEFRRERE 2 8 AR, ABCfaa EBw: BEITEY
22.0 em ML AT L 2 R K/INRGE | SR,
IR, HAE, BOREHEETTRZ40.0 em &
ZE45.0em, BERHTTHEIE, HIE1BEEK. T3
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PTARTG R 2 e, BEIT4 35.0 em b3S AG 2 8, WLIRI 3,
WHUR: (TE]. &) BBE MR AEEERE . IR,
AW, pEdith: B (-), ke
(=), CMV (=), EBV (=), HSV (=), BHIMHIrA
CMV . EBV 1 HSV iy RT-PCR #: il 21 4 B, 1 B
aob R b Al A O B BT T BT 25, (BT AL
N ES

A HEBHTR ;B T7R (HE x 400)
B2 |EM&KERER
Fig.2 Esophageal actinomycetes infection

B3 #HRURERE

Idiopathic esophageal ulcer

Fig.3

234 A Eamsl A BEH, 8%, W AT
JERIDART Abi. ABEMER: RHEREZEKL
WA G2 8.0 em VB K . AR BIIE B, FH
FEBRE, MEA M, TR Xm0
K4, SR [MTEARFIRIRSEAE P 2R U8 A=, 1)
Bt /N2, RRIFRRIAE T AR
il Atk . BERYLAS (periodic acid schiff, PAS)
(+), WA (+), R (+), HSITLE (=), EBV
(=), CMV (=), KREGFRR: PURAE (+). AN
58 CT 7R : [T A o (P R M B T 22 A kB 2
SEE B MBI IR PREREL . INBE T 5t R sl F B

R, SWOA B A A A I R R

235 miizmvl B BE L, 47%, W AT
f@i4d” ABt. ABtRATiaGin: MEREHETL,
A L —HE20.6 cm x 0.6 cm UKL, FE45
TR, [RIN AT W2 HORNASE | B 1451
BARERER. WES, WHER: (Bmad) et
RAERIER AL, T U BRI FENE A 25 i ;
BN E R (A5 BAAL) o ek PR 6
(+), EBV (=), CMV (=), HSV (-). [Ali} &S,
WA TR e T 4 B B 533050 (tuberculosis infection T
cell spot test, T-SPOT) ZiPHME. Z5ABEMET
RO FHLANT-SPOT Ky A 25 51, 12 Wi Bt 1
iK%,

A B L Y 4 SR TS , A R, G 25 s B 1 1) 1N
RN AR S, 2 8.0 em KA IIE 57
B4 BpsEzmblA
Fig.4 Case A of intestinal tuberculosis

A B
AT B — B4R 29 0.6 cm x 0.6 cm A KU RE 85 , &) Bl
2I4E s B 597 A 0T WA ACR/INANSE JB SR R 4515 B FERE &
E5 BpszmblB
Fig.5 Case B of intestinal tuberculosis
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—ANER, SR R, RS E, BIE AT
W—EA2253.0 cm x 1.0 em BBz A RERAE , B
AR, RIR, AU KRR, UL 6. R EER .
WA A S [0] A S S T D S5 TR bk £ 4t = i
PR, SR diie iR, B Aa & R
P B 4 itk 08

A: FIHH—HARZ 3.0 cm x 1.0 em BOZ A FER AL, B
W, BRI, FSERERREEVIR, B MR Z R KB
HERENAE, RESE, R BRI I S R
6 EEFESEREBARMKEE
Fig.6 Non-Hodgkin highly invasive B—cell lymphoma
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AIDS J& — 28 ™ 8 i B N2 B 1) 12 e PR o
B i N KRR T, IR AIDS R 8 ity
B FEZRANE . SCERRIE, 2475.0% DL E R HIV &
PE SIS R, fE: RO . B
5. IRECmAME )G ES . Bar, ENCTIHE
Tt 97 T A8 I A CHRTE R A o AR SCHE A I M
HIV & A HATE 2 10 N T RRIERTRE S B,
B, DA I R = DX 2 A8 1 F B RSIR R T -

AR TR, BEDE . WE BN M E
()RR R o 500 I AR R o, DR i 1 AN )
AZES, W BB NEE TR R E
Ristdzm, B8 9% W 221> 7 B2 010 28 M RE 15t
o A i A0 BT R 07 LA 2 AT B TR e AUk
ERERILZ ., HNEmE S 2 RE0ESm, HR
NS ARWFSE, BB T, 1B R
P thJE BRI R, RN . EAE, B17
FARIGIT; F | BRI EMZ Rk,
N R EERSUOR A R IR N BE R T . 3

PR X TRATEEMBHZIERE, T 5 SRR
Ar, FLREMEBH AT RETE . HIV BRSS9 TH fh i5t
Sz R 5 TE 8 AR Rtz DA W S AN TR] 8 FR AL
S PRI BB I B, RAEEI R 2 DL
AR . B ARG, . ST . A
YR AT SR LR HIV BB L 7 1 B
SRR EAMIFIER IR, HIV Al E A E A,
SB[ (R HUTEE s LR B A
Gy, o RS2 AR R G RN B M T 4B 17 KD
WKL, FEF AL EHIA
h, HE HIV RNA FHME T CD4™ T 4 i 550 B /b,
SRR TG SRR e I BARAE, RIS
PRI G R K AR s W g, B 5153 By
AR ILIX P55 T AT e FOBL 2 PR G A AR W] 1
FHOCHE, AT Re S BARREA R IR A G, WAE T~ —
A RAIFFE Hh ™ R 19 A5t

AR B 15125 8O B TR R IR . B
TR AR R T WL I AT B 2 B IR
FEGER AR AR, {HLLHIV RS R
20, MR ERYR Rl DL 2R B, slon]
F RGBT o BT SCBRCTRIE ROk T R
AgEZMIESNEE N, 1. BE 2L
BE BN AR R B R R SRBE X S A, Tk TR
B G RN EE R, HNE T RITTRERE. A3
BREHRGE TR MR B R KB .
TR S ST R E AR SR, Iz B
P BT AR R AN AT, (15 A0 TR 8 R B M R AR I
PR, R EREE SR A W2 B OG5

A SO 2490 58 W R A A5 AT R . HIV
YL | HERZ A E AT AR B A R S &
I E AR, KNG TR FEE, . Bt il, 1
AERIEIRA R, ASCRFE IR BZ B A5 . bt
P R AR SR N B R R . OIE R 2 5%
L 90.0%, — k4 RRE R AL S, AT )
Wl A s S B B R 25 7 i 9 5 5tz ) nl DL A=
PEIAE s Q9 il 28 JE FEIE IR A R I 2 B
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ARSCHA 105 R R MR . IR R
PR BRI, A RPURY M . CMV, EBV
FUHSV S5 fE PR G A IPE IR bR A AH Lz
B RT-PCR A 2 B, A B o A v i FH e
BAITER AP TRAME. HEEEEZ LT ARK
PGP R AIESE . B PN . PUE IR,
EEFIRLBEE R RS . FEREEE TS
IS W& AEHERR LA SR 2 iiE 4l I S Y, PR A
WIEfh . A2 A, WEDLRDE HIV S & T 28R
JEPRT . S SURIR YT T BOR M AR R 2, (1
RIPREFTIT . MBI R RO R
RN HAERNE AN S HESY7, R
BRI, BEIER K, ] BT T,
XFTHIVIEGL R HIZ2 B2l 2125 RN S5 20 Ak HE
Br T HAd AR S, FTSWE R R B B

S} BN ¥ e Rl N R P S = & N AT R N )
o, 2985.0% VL ok B AN . fa R T E
FER M PEGRRG . B (REJIE HIV B YL AT EB 5 27
) L O FREE O3B R ORI AL A& 7)) Fls
BB NGRS AR A SR N NS T
Lo I P70 I N A =S N S EI U el B B
AR, DI R 2 DL, BRI B AT
4 bk B 1 SR S B R LU LB SR, BB IR AN
I, 2 “H/NMER” R, ASChARE AT Sk s
BRI EE T 4 a5k T 5 AN m i A St 1) 22 & T 3 4
PR, RIKHE KRBz, KK, Bi5E, BRI
DRMFERERS, BOBMARIURHE,

Zi Bk, AIDS & 31 I A 57 58 8 e R il G
TR RAA IR . R E s . e
BB AR A R EVR . HIV ERYH 1T L 55
o IR 5 TR ARz A R AR, el ss
PR BOE M S8 B R S
PIRBER 2R 122, IRIREINT &SIk
B g REM:, KA TS A, i alniz

MiRE .
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