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06 5 Fii R 1 & FR Bk 12 42 WAE B RE FI = 50 47
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[ E] B 000 LE A& 5 Bk i 4 Z29E (venous thromboembolism, VTE) (191G 6 8 2%, 31 i % il B gig £ & VTE 191
o ik RS AT 2012 4F 1 H—20164F 12 J B 5t BERL R 2758 — B I 12 e A e ) 2 930 f51l i i £ 327 I R R, 2 3 96 f5il
KVTE. B1EK VIE R B E M A VIE AL, K &4 VTE B A TE VTE 41, Xl g 1 & VIE (I fa i R Z 10 hr. &5
F:96191(3.3%) il ¥ & VIE, VTE 835 1, 5 57 i, Zc 39 4], P2 4F % (60.8£10.1) 2 s JE VIE 20 55 1 47751, Zc 1 357441,
SRS (61.0£10.5) % o WL ELEE K B, WA rpoc S K ELAE A A IR PRI RS i R A i 22 A SR L (P <
0.05) . ZHE Logistic FIAS 7R Mt I~V I A S MRS R 2 i & VIE B fE R E . 96 =, S % A il il
¥ ¥ 2E (pulmonary thromboembolism, PTE )26 14 (27.1% ) , 5.4l & A= VR UK i # (deep vein thrombosis, DVT)5141(53.1%) , ] i
TELEDVTHIPTE 19 1(19.8%) . 45 PTE g, 37 1(82.2%) H B 8 Ifs RIE IR, 8 41 (17.8% ) TG Atk . 70 DVT &
1, 66 51 (94.3% ) & 80k SEAM Fi (A ek B X5 o 96 il , 71 B g7 e £ & VTE, 0~3 4~ H .3~6 1~ H .6~9 1~ H .9~124>
A >124H VIE KA G500 37 .8 .8 4 145, #% = BETTINE], 52 5] (54.17%) FET- , £ K& VTE By A7 AE A2t E R 54 H o
S5 R T~ IV 399 & A e PR s 5 i A £ & VTE WA G . W2 B IS B0 3 H N2 5 &A= VTE.,
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Analysis of risk factors for 96 cases of pulmonary adenocarcinoma with venous
thromboembolism

Hong Jiao, Cheng Wanwan, Wang Yanli, Jin Yu, Huang Wen, Wang Hong, Xie Weiping’

Department of Pulmonary and Critical Care Medicine ,the First Affiliated Hospital of NMU , Nanjing 210029, China

[Abstract] Objective: To study the risk factors of pulmonary adenocarcinoma with venous thromboembolism (VTE) , and to improve
the understanding of lung adenocarcinoma with VTE. Methods: The clinical data of 2 930 patients with lung adenocarcinoma admitted
to the First Affiliated Hospital of NMU from January 2012 to December 2016 were retrospectively analyzed , and 96 cases were found to
have VTE. Patients with VTE were included in the VTE group. Patients without VTE were included in the non-VTE group. The risk
factors of VTE in lung adenocarcinoma were analyzed. Results: Among the 2 930 cases of lung adenocarcinoma, 96 cases/2 930 cases
(3.3% ) were associated with VTE. In the VTE group , there were 57 males and 39 females, with an average age of (60.8 + 10.1)years.
In the non-VTE group, there were 1 477 males and 1 357 females, the average age was(61.0 + 10.5) years old. There were signicant
differences in smoking, central venous catheterization, chronic pulmonary diseases and stage of lung adenocarcinoma between two
groups (P < 0.05). Multiple factor analysis suggested that the chronic pulmonary disease and Il ~IV stage of lung adenocarcinoma were
high risk factors for lung adenocarcinoma associated with VTE. Of the 96 patients with VTE group, 26 cases (27.1% ) occurred in
pulmonary thromboembolism (PTE) only, 51 cases (53.1% ) occurred in deep vein thrombosis (DVT) only, and 19 cases (19.8% )
occurred in PTE and DVT. Among 45 patients with PTE,37 cases(82.2% )showed obvious clinical symptoms, and 8 cases(17.8% )had
no obvious symptoms. Among 70 patients with DVT, 66 cases (94.3% ) showed swelling or pain on the affected side. Seventy - one
patients in VTE group were accompanied by VTE after treatment of lung cancer. For 0-3 months, 3~6 month, 6-9 months, 9-12 months
and >12 months, the number of VTE cases was 37,8, 8,4 and 14, respectively. At the end of follow-up, 52 cases/96 cases (54.17%)

died, and the median survival time of patients with VTE was 5 months. Conclusion : There was a significant correlation between Il -IV
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stage of lung adenocarcinoma, chronic pulmonary disease and lung adenocarcinoma with VTE. VTE was the most likely to occur in the

first 3 months of the diagnosis of lung adenocarcinoma.

[Key words | lung adenocarcinoma;venous thromboembolism ; pulmonary thromboembolism ; deep vein thrombosis

i DK I 4 42 ZE AE (venous thromboembolism,
VTE ) f& G PR Ieg J 5 WL I AoiE 2 —" , A B
Jiggg S B — REBGE A . VTE 19 % Az ] LIS fin
i IeA A AT RURS: R B 7 98 11 () I dd 25 R AR
AR . AN FZEADEYERE T, VTE 19 & A4 R
FAPE2E5T . B M i B0 S P
SEAER VTE RS o H AT e 3 B
R IR e A e e A R, o i DL R B
SR o DRI, o i DR B oG fii i £ & VTE 1Y
IR, ARBEFE IR AE BE ) 2 930 filfii i
R, TR R B A VTE PSSR 2 DA
e PR B A= X i i £ & VTE B9IAIH

1 X&FMFE

L1 %

W 2012 4F 1 3 —2016 4F 12 J TEA B A e i)
2 930 {51 il i 988 1) S8 ek PRGERE , % B 96 1)1
KNVTE, fPEEVTE BHEWAVTEH , R K/ VTE
BEPAAEVTEA .

3 VTE BRI : DL 2V B sl A 2
2R @) 12 IR R @ R >18 %
HEBRARE : OBEA: & A i ; @G I HABEE R

VTE 2024 AN v - i i A e ad A (2
12 W R K IR T B (deep vein thrombosis,
DVT) , $2Ji€ CT Jii Ifil % 1& 5 (computed tomographic
pulmonary angiography , CTPA )2 Wi ffili 2l ik #2 Z€ (pul-
monary thromboembolism, PTE) . HEBR A5 UE : 75 I H:
fl B . PTE AYI2 182 IR 2014 4R [0 OIS
P At 2218 ) . DVTRYIZIIS IR
R B Uil 2 KR DK M AR AR FERE P U R Y 745 R ) 25
TORR™ o s B i PRI 3 bR 2 IR 2017 S
[ 8] 37 25 A 988 6E ) 4% (National Comprehensive Can-
cer Network , NCCN)AE/ Nt fiisea F5 /e
1.2 7%

TEA B HL 95 1 22 G v LA s B 12 W oy < il i
S i A /N g SR e A T
FRo IO R 0 s B RO MR AR R 4R
%1 (body mass index, BMI) WA 50 & I 590 it i

[ Acta Univ Med Nanjing,2018,38(09) : 1234-1239 ]

) 3R B K R 32 1R (epidermal growth factor re-
ceptor, EGFR) A8 1& 0L L J& & 1 & VTE S & A= 3
fii. VTEZH5F VTE AT fE B R LhEL . H55
RorHr 22 A G LS s T 2 R (]
H 0T ICsRFER VTE B IR E L, Geit VIE
Bt kAN, BE20174E12 H %96 filff: % VTE
1R AT IR 2R YT ISR FE VT TR
1.3 %itsaik

AW iz F SPSS 24.0 Gt~ A b B, 36
TR B bR i 22 (x £ 5) TR, AL L2 FH o 46
0 BORK RIS 56 5 THECTT R B B 7 43 R A
] U350z FH e RGr 50 5 107 FH B PR 2R 0 B DA i o £
K VTE BRI R AR K 2 Kb P < 0.05 972
A Iy LN K Logistic [81IH 5041 (PR AE 4« fili
T AR A VTE=0 Jils i 1 % VTE=1) , 1 7 Jili Jig
e A & VTE 175 & [ % 5 H Kaplan-Meier 1522 il 4=
yeaiiEs Log-rank #5360 77 L ATRE SR . P < 0.05 K
ZRAGIEE L

2 # R

2.1 — TR

VTE 2H 96 1], Horp 5 57 9], 42 39 9], 4 % 35~
85 %, EHJAENS (60.8 £ 10.1) % ;JE VTE 41 2 834 14,
B 14776, L 1 357 Bl AF AR 22~93 %, ST AR I
(61.0 £ 10.5)% . VIEA 54E VTE 21 L, P2 1
H S (EGFR P AR RS 22 R G i 1 Lo
WEAR OB IKE S A A IR M R i o3
MFEP A 22 R BA 51228 X (P <0.05,5%1),
100 i) il g 6 73 08 M il , Ferp VTE 4
8 il , JE VTE 41 92 f51] , LA 14 BH ZE P fifi <995 ( chronic
obstructive pulmonary disease, COPD)Z HL(F£2),
2.2 % B &8 Logistic ¥ )3 9

P UL B R A 8 R b A Geit s 25 5 AR
G QG NN 1 T 2 I AT = e B o 2
P9 ) AT 2 I 1Y Logistic M08 (3 .4) . il
Jif g I~ IV 351 (OR : 2.698, 95%C1: 1.579~4.612, P <
0.001) A& I A 12 4 Jili #8955 (OR: 2.327,95%C1:
1.075~5.035,P=0.032) 5 filifm & VTE W2
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Table 1 Comparison of general data between two groups

2.3 JHMESEAE K VTE &% 6906 R4 5
96 14| f v, Bfuph & 4E PTE 26 161 (27.1%) , B

of patients KHEDVT 514(53.1%) , [FIHEAE DVT I PTE 19 44
- VIEAL - AEVTESL (19.8%) , Hrfr 151(1.0%) A D-—Z Pk ] G4 85 , 7
T 0 LB MRS PR B |, AR b
n\ 7o . v TS N
i $7(59.4) 1477(52.1) PUBEEIRYT o 45015 F1 & VTE, o 30 A 0 i (]
7 39(40.6) 1357(47.9) HE 29 1] (64.4% ) , M 96 5 19 (11.19% ) , W& 1fiL 1 4]
(Y E+s) 60.8+10.1 61.0+10.5 0.902 (22%) , BRI NHI(2.2%) , F R 161(2.2%) , ToH i
>65% (n(%)] 30(31.3)  970(34.2)  0.545 Il RAEIR 8 51 (17.8% ) o £ & DVT [ 70 5] 35
=65%[n(%)] 66(68.8) 1864(65.8) 66 1] (94.3% ) 3% B0 Ay £ () FR 1S ok ik % 95K 95, 3 9
BMI(kg/m?,% + 5) 241+27 236+48 0934 (4.3% ) =B A BT /K i, 1451 (1.4% ) 6B 2 I IR
B Ln(%) ] 0044 LB, 96 VTE e , (kB aIHs T LTS TR
* e AT A BBEAIT |5 BIFE BT A 28T, 2
IEJIELA’B‘-’F%E{M%EM(%)] ' ' FLFIRTT L 89 Bl i B Jm B 1 R PUEEZS o 25 17
- 0(313)  774(27.3) 0305 (26:0%.25/96) AW REIR ST HI A VTE, H o 7 6
HEIR 120125)  266(9.4) 0306 (28:0%.7/25) UL VTE Jy 8 K AR AR A B s 71§
L 6(63)  158(56) 0777  (74.0%,71/96) Ml i6T 7 G KB VTE. 71 B,
iR LA B 6(6.3)  113(4.0)  0.269 12 4% 32 il as TR, 22 il 4L Iy, 12 ) F AR +1L )7,
IR 2(2.1) 41(14) 0610 5 BIEE RE ST, 13 B4R T7 + 0 10 3597, 5 B4R T + ik
HFRES 3(3.1) 34(12)  0.097 57, LBIFARHEEYT 1 BlFR+A07+3807 . F
MERERa S 8(83)  92(33) 0007 R fyF FARMLTA MRS 3.6.9. 124 1
H bk E & (0 (%) ] 67(69.8) 1641(57.9) 0.020 VTE B8 % A %22 B 55 1122 75 Y (y°=1.820, P=
137 (n(%) | 53(55.2) 1800(63.5) 0.095 0.611.%5)
s 7311 [n (%) ] <0.001 B ’
[~1 ' 18(18.8) 1171(41.3) 2.4 MBRSEARRVTE &4 9 £ 75 547
-1V 78(813) 1663(58.7) R TR, 96 GG # TfIbAT 52 61 (54.2% )
EGFR %5 [1(%) ] 0393 FET, K 121(12.5%) , 32451 (33.3% ) 471 . fEK
BH 27(28.1)  952(33.6) VTE 6T 83, i B AR R 54 H o JET AR
BRI 25(26.0)  693(24.5) FHrh AR DVT 23 6 UL A PTE 1649, R
FR2 AHEMERETERFERIIRE RS NEREE
Table 2 Types of chronic lung diseases in patients with lung adenocarcinoma [n(%)]
2] COPD MECRAE R R4 SR SCREYTR Wil IE g
VTE 4 (n=8) 3(37.5) 1(12.5) 0(0.0) 0(0.0) 0(0.0) 2(25.0) 2(25.0)
AEVIEA (n=92) 43(46.7) 13(14.1) 8(8.7) 11(12.0) 14(15.2) 1(1.1) 2(2.2)
®3 TEMMA o
Table 3 Variable assignment 309 ik
e LTS S PE I8 5B # & 9F VTE 20 5 B A VTE I
J _ AL 1-H
o . e (0% SURA A 4-20 57 AT
o B A T R BRI K VTE (0 5 50 3.3% B HAB BT
T AN By M 325 N [9-12]
AR 0= 1= it i A A 9 VTE B %2 2 R (5.0%~18.6% ) iR, 7T

PTE (4 8 & F AL A A7 e g 240 H WA Tk
HDVT R (8 H L E D,

AES L N HER & ORIl I~ 1V &
FH M 59.4% (1 74172 930) , %5 Ho At BIF 7% M 309 it 9
(70.0%) L BIAK"" , 3232 Ak PR 7 2 s @ik il RE S5
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Table 4 Logistic regression analysis of VTE risk factors associated with lung adenocarcinoma

A ]Sy B PrifEiR2E PH OR(95%CI)

Wz A 0.238 0.218 0.274 1.269(0.828~1.944)

gz 1~ 1V 51 0.993 0.273 <0.001 2.698(1.579~4.612)

NN S 0.256 0.234 0.274 1.292(0.816~2.046)

G IS MR 0.844 0.394 0.032 2.327(1.075~5.035)
x5 BITAES VIE L £RE
Table 5 Treatment plan and the time of VTE occured [n(%) ]

s ] % TR 7 TAR+HEIT IR
0~31H 37(52.1) 9(75.0) 13(59.1) 6(50.0) 3(60.0)
3~61-H 8(11.3) 0(0.0) 3(13.6) 2(16.7) 0(0.0)
6~91H 8(11.3) 1(8.3) 2(9.1) 2(16.7) 1(20.0)
9~124H 4(5.6) 0(0.0) 2(9.1) 0(0.0) 0(0.0)
>124H 14(19.7) 2(16.7) 2(9.1) 2(16.7) 1(20.0)
&t 71(100.0) 12(100.0) 22(100.0) 12(100.0) 5(100.0)

] \ WA HE . ABFIE R, VTE 20 A0 8 k& L )
1.0 - UEHADVT .
AL % E PTE (69.8% )% T-HE VTE £ (57.9% ) (P < 0.05) , 5 3CHik

0.8 FAE O R IDK A T IR S IR U AR
] SRS R BN P VT (7 £
b %, RBIIER, 1~ 11 BB # VIE /R 1.5%(18/
= 041 1189), I ~IV #1834 &£ %K 4.5%(78/1 741) , i)

- P0.098 IR 5 5 2 VT, 5 SRS AR

WG 300 it g A5 2 B I P o (AU -4 )35 217 [+

001 | | | 52 A7 45 450003 05 D B A 5 ARG 2

0 e I 25 I P B T, L COPD B 2 W, 3
E1 ZETEERNEEPTEA(16%])5XELEDVTA H%ﬁﬁﬁ%%ﬁ%(@% COPD ‘%ﬁiqrgk X
(230 e I 20 A 268 ) J2 G R AR £ VTE (19385 F 1 3%, 7

Figure 1 Survival curves of patients with PTE alone (16

cases)and DVT alone (23 cases)

W AFNG I VTE (8 & AR SE [ A1, 5
T E LTS SN

A FE B PR 243 A 2 BRI | s DK A
it B 9 T~ IV 30 5 5 i 8 0 0 5 il o £ %
VTE #156(P < 0.05) . Logistic 2 K Z [8] )7 53 #r b fii
PR T~ IV 3 A A2 MR o 5 i de & VTE
WEAOC, FAWMIF & B & VTE BfER R &
S AT JBUT D-ZRK=0.50 mg/LAE S, AR
WG AR 8 3 B 25 5 & VTE(P < 0.05) o Pomp
SIS A AR FR A B R VTE (49 JRURS: 2 =1 12
SEE R 1~2 4%, FEAL R T B2 W 5 | A I 4 P R 46
13 AT 4 25 H 5 (fibrinogen , FIB) 7K -39 5y, S8

LR EEA O O Tl 5 28065 4 8
B HIREXE LA 32 TR , 3k T ARMIAHL 2,
7 GG 3 Jii S B 388 &2 VTE 1 & AR iR 22 QR
oy R I REAZ A0, I Sl 2 R R, RMR RS [E] 34,
5 S UL TR, BN DVT & AR s @A
IS 350 L ek 5 491 G0 COPD, 25 5 4Pk & A 4 O Ik
Yy WA VTE KA KU

X} 96 15 i 5 AT &I, M) AR I8 R EGFR 28
PORZS S VIE 56, Walker 25 " HF5T & P12 4F 5
HAER VTE RS 5T B 5 (P=0.016) , 1fij 3
PR ST R AR =65 % 2l 1 & VTE B faks
X ATRR SRR AR KN LI R A B X 22 55
A5, Davidsson 25 ' Hi il , A EGFR 248 (1) Jii i
I BB 1Y VTE AU BEAIG . A58 VTE FTEHE VTE
2] EFGR AR F i 22 7 g ivt24 5 L, il ig 5 A0
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Y R EGFR 2848 545 i3 Al A7 KA T Mo
E— ST IR R ARRE 5 VIE R AR KR
AWFFE VTE FIHE VTE 414by7 8 il 22 R et
=X, ATREH T VTE 20, 25 (9] VTE & & A 1E G
J7 200, RIEZAHTIRTT (A3 P A 8] 22 50

VTE g Jifida i 5 DI 4 , I ] B Ay Ml 8 1 i
ORI, sEma B3 A A ) AT SR, 7 B2 DA
VTE N ZIERABE X T4 & VTE 19 B34 N [F] i
T F A A HEA . 94.3% (66/70) £ DVT
UL R S 2T b 2 U, TEAE K PTE 3
WA 17.8% (8/45) o B R AR, Ak A o F v &
B, AFAEIRI2 AT e SE R PTE 3 3 2R B I
W2 R ME (64.4% ) AR (11.1% ) , A I R 5 5 il
e R P BRI R e 2 e o ) TR R X % e g v
¥ MRS R BRTRE BT DO TR
JRURSE ) PTE S5 35 B 5 2 i DR s A 2 e 4 , I LA
Hle DVT 2 VTE S WA E RAER . 96 il i,
B % A= PTE 26 151 (27.1% ) , Bt & A= DVT 51 4]
(53.1%) , [A ZBLDVT 1 PTE 19451](19.8%) . 71 14]
(74.0% ) &5 R I i6 YT Ja tE & VTE, Horb ol i >
B4 I i g A R AE IR YT R ET 3N H N R
VTE, SEEFERR—80 . AH5E T, ASFERIT =
TL.VIEM B AEREZS TR ITFE L (P <
0.05) , H TABFEIRIT BB AT KEA R
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WG, 5241 (54.2% ) B ESET, 5 IF VIE R
AR R S H o H sl & A PTE 1Y 88
S, A AR (] B SR B &k A DVT IR, S5 %
AEFFE L5 F (56 d vs. 156 )AL . ABFSEH P4
) A= A7 st 6] JE 22 5+ (P=0.098) , % [EAE Bl % DVT
1 23 1 f 3 A 3 40l T e e FE AR & AR R
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AT T IR A VIE ER R &=, &
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