A [ i 9

Zei20184E4 H 55214554 Chin | Lung Cancer, April 2018, Vol.21, No.4

DOI:10.3779/j.issn.1009-3419.2018.04.21 . II/V E
m Y IC

Y AL .

HIVEHIERN MM S RIETT

EH REM%

(HE] BR580 WERHIVE IR EF I RRHIE . RS . LA | 6Y7 7 % Bl RACR
HHIVA I A AL R Ay T IR b 5 0 7338 WAl [T A3 BT 3R BHIOA 19 S3BIHIV G IE it iR 3, 47
FlAE /N Af%8E ( non-small cell lung cancer, NSCLC ) , 6fi/NHffIfiiiJE ( small cell lung cancer, SCLC ) , 24f5i4%5Z
TARBGAY, 2262 B aifby?, 70T HrhUi-iasfl, vigl2ssi; 28 uh-IIuy & b FoAREk
G244, 2FLFIRYT , 240G I E ARV B A R IR TR i 32 TR AT . AR BRI A R
SRR EEIRYT (highly active anti-retroviral therapy, HAART ) JRYFIBELL, HBHIRIT BT Z HAARTIR YT B N LK
A (n=27) , RILEZHAARTIRIT BEBAXIRLAL (n=19) o XA AAFREI, A0 BERFERIT T Er
HAERE AN E R R . SRR S3HIHIVE IR B8 Th 20T 46, WIS SR IR 14EA A58 | 248
FERTCA M ST UA-IAA AR E VEA AR R76.0%, 2475 860.0%, IVIAEE AEEFRN13.6%, 2
FRIEAEARON 0%, 240 T ARG ST HBE VL A7 4683.3% , 2R L9 4662.5% ;5 22414 Z B Al ALy ¥ SR 3 LARAE A7
18.0%, 2AFELFARN0%, L5 HIVEIFNm 8 H S AR ML S0 T il LUR & B R A0R, RITARBE
HIPRER B

[ Sk82IR) ] MlilbRd s AJSSpebpanise; MM TARIGIT: W7 A0

Individualized Comprehensive Therapy for the Lung Cancer Patients

with HIV Infection
Lin WANG, Yanzheng SONG

Department of Cerebral Surgery Public Health Clinical Center Affiliated, Shanghai 201508, China

Corresponding author: Yanzheng SONG, E-mail: yanzhengsong@163.com

[ Abstract ] Background and objective To observe clinical features, clinical stagings, types ofpathology,
treatment options and clinical effects of patients suffer from HIV infection combined with lung cancer, and also to
provide guidance for individualized comprehensive treatment of HIV combined with lung cancer. Methods Through
the retrospective analysis of 53 cases of HIV merger of lung cancer patients admitted in our department, 47 cases of
non-small cell lung cancer (NSCLC), 6 cases of small cell lung cancer (SCLC), 24 cases accepted surgery combined
chemotherapy, 22 patients with simple chemotherapy, 7 cases give up treatment; 28 cases are in stages I-III, 25 cases
are in stage IV; 24 patients received combined chemotherapy in 28 patients with stages I-III, 2 cases gave up treatment,
2 cases with severe chronic obstructive pulmonary disease (COPD) could not tolerate chemotherapy plus surgery.
According to the situation of patients before highly active anti-retroviral therapy (HAART) treatment, patients who
received HAART before treatment were divided into observation group (n=27), patients who did not receive HAART
were divided into control group (n=19). The survival and the independent influencing factors between the two groups
were analyzed. Results Among the 53 HIV infected cases a toal of 46 patients received treatment among 53 cases of
treatment in patients with lung cancer merger of HIV, there are no differences of 1 year survival rate, 2 years survival
rate between observation group and control group; patients in I-III phase 1 year survival rate was 76.0%, 2 years sur-
vival rate was 60.0%. Patients in IV phase 1 year survival rate was 13.6%, 2 years survival rate was 0%. 24 patients with
surgery combined chemotherapy 1 year survival rate was 83.3%, 2 years survival rate was 62.5%; 22 cases treated with
simple chemotherapy 1 year survival rate was 18.0%, 2 years survival rate was 0%. Conclusion HIV merger in patients
with lung cancer can improve the patients survival rate after different individualized comprehensive treatment, early
surgery with combined chemotherapy has remarkable effect.

[ Key words ] Lung neoplasms; Human immunodeficiency virus; Individualized; Surgical treatment; Chemo-

therapy; Survival rate
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ANEGPEFFEHFE (human immunodeficiency virus,
HIV ) R 8 R e A B b g 6% XU Lo 33 A A 1
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L11 AZbRUE AZHbRUE: OFERAHT; OPERIAH;
OFF A 19934 2 FE B FE il 5 W B 0> ( Centers for
Disease Control and Prevention, CDC ) 1T A\HIV/ 3L
R ( acquired immuno deficiency syndrome, AIDS ) W
PR 28 B4R 0 5256 % E 4T Western blot (WB)
BIEIRES , APTHIV- LUK B s @FFE [ B it e F
374> ( International Association for the Study of Lung Cancer,
TASLC) 5%/ \ Ui TNM ST Bl 5210 D241 "% 5
PREH LRSI
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IP 758 PARPAZ AT STt it S i R0 6 & — Al A 4T
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LR

TRYTHTCDA T A3 A AE 31 /mm®-6411 /mm?,
SEHICD4 TR B4 342.921 /mm?., EFV: RJTHT
HIV R . fi52.01E+05 copy/mL, #{f<40 copy/mL
(TR TR ) o HAET 40 copy/mLI1)204 .
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2 FHIRIA AT HESEMZE (500 mg/m?, d1; 3
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it CD4 TR EL AT HECE Arx W 418 3 AR AF I 2 53
Mo
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e FEE10) T IR EEAS B T RE O IR AR N, SRk

0B IR B R, B BUMR SR R AR U . S —
2 R JiTH, HIVAHSCH S e il i n] BE B M e il . R

2.1 ALRYT G AR RIE PR LA WA AR I HE TR B
GAIT B PRy I S M EHRE BN, MRS EH 1
AR RVEA AR EZER TG L (P>0.05) o
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29.6% . 18.5%; 31545 B HE 10 il A 45 T 0l 5 X AE
A HRTCRET G . PR Al Ak T AL B BRI R R A R O
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JEFN G RE R G TIREZEAL, 0 LLH R BB i R FRORAAE Y X
W {HJE, CD4* THHMILAECER B Sy i A E 2 i i)
B it R A R O R i AN A s

HWA#%ﬁfﬁ?Aﬁ*Eﬁ%ﬂ,wi N
il 98 S 24T B T 104 - 1 SAF o201 . YREZHHIVE I
JiiJd 28 HR RS W Ry e #ULM$%ﬁm%iw
e g R g ki A LR LA AR /N
i RANMRIE SN o GEE, HIVA IEMiE ) &
T R AR A A7 g5 g hansoeas]

HAT, XTFHIVA IR Hh G fem, 5t
SEH AW, AN —HIVEHM: B 5902 bk i
1M HC &I IR ZHAARTIRYT , AR AN AR 4 2 —
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Tab 1 Pathological types and clinical stages of lung cancer patients infected with HIV

Pathological type Stage | Stage ll Stage lll Stage IV
SCC (n=11) 5 1 1 4

AD (n=31) 12 3 2 14
LCC (n=3) 1 1 0 1

NC (n=1) 0 0 0 1

AC (n=2) 1 1 0 0
SCLC (n=5) 0 0 0 5

SCC: squamous cell carcinoma; AD: adenocarcinoma; LCC: large cell carcinoma; NC: neuroendocrine carcinoma; AC: atypical carcinoid; SCLC: small

cell lung cancer.
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Tab 2 Comparison of 1-year survival rate and 2-year survival rate between two groups

Group HAART treated (n=27) HAART untreated (n=19) X2 Pvalue
1-survival rate 2-survival rate 1-survival rate 2-survival rate
Stagel 75% 58.3% 83.3% 66.7% 0.023,8 >0.05
Stagell 66.7% 33.3% 100% 100% 0.044,4 >0.05
Stagelll 100% 100% 0% 0% 0.074,1 >0.05
Stage IV 27.2% 0% 0% 0% 1.818,2 >0.05
55.5% 33.3% 42.1% 36.8% >0.05

% 3 WMANSTRIRE B EMHIEIRILR

Tab 3 Comparison of bone marrow suppression indexes between two groups before and after chemotherapy

Group Haartcombined chemotherapy group Chemotherapy group tvalue Pvalue

(n=27) (n=19)
Pre- Post- Pre- Post-
chemotherapeutic chemotherapeutic chemotherapeutic chemotherapeutic

Hemoglobin (g/L) 118.6£10.12 95.4+27.10 124.63£9.67 116.03+17.87 2.026 <0.05
Leukocyte (10%/L) 5.04%1.41 3.42+1.49 5.94+1.57 4.95%+1.63 2.034 <0.05
Granulocytes (10%/L) 3.13£1.15 1.84%+0.95 3.96%1.45 3.16%1.15 2.163 <0.05
Platelet (10%/L) 209.9+62.45 186.23+96.19 248.121+64.34 221.09£93.67 2.018 <0.05

HBAE M fE IR TCI . FRYCRHIVA HNSCLCE &
FARIBIEMILE, EAMLR TR, HIVEEERER T
30,000 copy/mL H CD44H i i 14 Ik F200/ HIVIEGe 2 5
MHIVIEREE L, HBAREIFREMAEEZ ., RF
IR = EEALFE TR | AR e A 1] SE 4K DL R 4 g Jak e
gl EINN, HERATERE GRS ZTFAR
MITEOL T, ARFE R 8 LSRG, AR
IHAART F, L 386 A B HIVAE /N B s 1) T AR 48
it 5 RHIVE I NSCLCE H AR ATHAART I ] K2 A Hif
HIVA TS ARAN A2 5 BEAE AR A LA A= A0 . A UEDs
BOERH, HAARTHIE], HIVAIFENSCLCHH A FMIAT
Jei T ARAS 5 R Y HIVER AU A 1730

3.2 fby7 HIVEG A H- M i) B B BCR FTHAART AL
JFEEAI6Y7 o (HH THARTZG ) 50 R 254 2 6] 1] fig
7R 2 2 R PR SRR 2R S 2 W R B U, i
Fe03 2% SEHUMIE 25 S HOW R 25 A AR T . U
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B, DASR KRR BE M8 iy 7 s B I Bk
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@%%%@ﬁtﬁ%‘ﬁ—ﬁi%l@ﬂﬂi%%ﬁuﬂ ﬁ
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I RIS, HIVISR S ) £ AR HEBR ZE A, L
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i Y HARRTIRYT 299 L 4. i H., YEHART/F,

HIVAAFRAR R, AT 30 2 R ZOE A 5,

KR i 2 HIVIS L B — A R 2R N . Bk, 7
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