BHRHERAFEFIR 2014,35(11) : 51~ 55

Journal of Kunming Medical University

HRCT Xl 5318 14 FR ZE 1 il B s A 2] SR B Ay I PR 4P ALE WL 22

CN 53 -1221/R

WXLV, H 5V R Y, KR D, SRS Y, dpafelk Y
(RHEAXRFE _WEERFR AR, 2) 444; 3) A4, =& 29 650101)

[f#ZE] HW 8 HRCT %14 COPD AR, BRITAFEZEME COPD If R4S, Jrik @il HRCT 14
BAEBHM COPD BE AT (n=12), EB (n=15) FIME (n=16) 34, WEFHBFWIRARLR ., Hi
TIRELI BT 8L. &5 (D A B EE ZHOIARIN, HBMIBRE KT E. MA;  (2) MAPL
RZMK, TS, WNEBEZT ER, BHRKENE, WEsE SR ERE RN (3) M BEMHREY kA
FEV1%4 B B3, 10 E B FEVIRUBA BN, (4) A B M BUEE R g iRk A8 e 4 KT E
R, WTE 3 AR, grhrhrkianie, HWEME, Emapsay el RS, 458 HRCT S80E
Bk B FINT COPD RUARRIRTL, ARIZET COPD MlRAER . Mishfgz MR

[xgim] 12t sErmipsE; HRCT; K

[PESES] R56 [CEkFRIRAE] A [XEHS] 2095-610X (2014) 11 -0051 - 05

The Clinical Characteristics of COPD Phenotypes Classified by
HRCT

DONG Zhao — xing, CAO Yu, PU Jin - min, ZHANG Tao, CHAI Yan —lin, YANG Yan-ni
(1) Dept. of Respiratory Medicine; 2) Dept. of Radiology; 3) Dept. of Sientific Rsearch, The 2nd Afiliated
Hspital of Kunming Mdical Uiversity, Kunming Yunnan 650101, China)

[ Abstract] Objective To analyze the clinical characteristics of the different phenotypes of COPD divided by
HRCT. Methods COPD patients according to the pixel index of HRCT were divided into three types: type A (n =
12), E (=15 and M (n =16) . The clinical symptoms, lung function and sputum fluid cell counts were
observed in each type of patients. Results (1) The majority of patients with type A were non—smokers, the BMI
was significantly higher than that of patients with types E and M;  (2) The symptoms of cough, sputum, wheezing
in type M were significantly more than the in type E, especially for the conditions of the activity or at rest wheezing;
(3) FEV1% after inhaling bronchodilator in type M were increased significantly, while which were not increased in
type E;  (4) Eosinophils in sputum of types A and E patients were significantly more than that of type E. In three
different phenotypes, sputum neutrophils, lymphocytes, macrophages had no significant differences. Conclusion
Phenotypes of COPD can be divided by the pixel index of HRCT. The clinical symptoms and lung function are
different in different phenotypes of COPD.

[ Key words] Chronic obstructive pulmonary disease; High-resolution computed tomography; Phenotype

1B PERHZEVENER (COPD) Je—Rhmitkre  RESRSIGIT. SR COPD BHTEIMRE I, B
FAIE N BB ZE R A SE R TRy, JFE) B JRY7 R EhRE T R R S AR I T A Ty

T,
RELE M T RS, I Rl R O IR AR R e, TR, BREE RS COPD RAH]

(BEWE] FHEAARBAEETTIIE (81360015) ;5 /& M ARSI H  (2013FB049) ; A~ FIH LA
BHENBAFEAAGIE  (2011WS107)

[HER A WX (1977 <), T, BEFTEA, BEEL, RIEATEEm, 5 MR ik 5 3 AR

[BIf1EE] %Y. E-mail: yangyanni@foxmail.com



52 ENRVR RN e 5 1 53545
PR RAFIREAL (RIRAY) BEATrse. s SRR, BTG IR EERE, Giemsa J5

AP Z 34 (HRCT) BEASAR 47 (% I 4 <38
fiE . SIEBE R SE BT Ssk AR, © & RS
COPD “FEAV” By—FhaRig APE TR 5T
i id HRCT X 43 COPD fA[A R, A3
TR R I RARFAIE.

1 FRIFGE

1.1 RIS

PEPE 2012 4F 12 A & 2013 4F 6 A ME, EW
R 25— I = B P R B S Ao i
COPD 35 43 7, PEBIARFR. s 35 A AORE
ARRIE . AT, KaES CT ke . Ilish ek
. A BRE VARG LU PSR E: (D £F
& T E 2011 4E4E 1T ML COPD 1234 46 1 b 1 9 £
. (2) COPD FasEi, Rpmzmgk . nZpk . <%
R AR SO AR R L. A DL AR — 15 10 3 B i HE
Br: (1D Mizhaese s s Hm <o sekems4;  (2)
BA BT IGshEmigie . g e, il
TSN L R i i ) Jo e e R A T 2 —
& Q) 2R RGELMEERIRE.

1.2 HRCT %4 COPD AREIREMF %

HF 1E 8 WP A LAA () EBRE R < ~960HU. T
SeiktT 10 MM JZJEMGF CT 34, I =AMl 2 1w
BTN, BOESIKS B2, BEISHIE T # ik ok
e, BT EWII =ANJZ2 T LAA 5 AH A A
BIE L, SRIGUEL ARSI N 53 4%.  COPD %
RIS 4. A B ol S Bl A7 78 B U S
LAAST %, AHZERERHGIFLAEEREME; E
R fEE LAAZ=2 RSN, ANEH L AEERE
B MY [RIIAEE LAA =2 S i = i Al =1
G SR RE R TR,

1.3 FhIhEelzE

K JF 7 [ BE TR, PowerCube B il 2 fE A 34T )
FE. MERTHRUERR, Bl AR N LR e
M5, FRTEAERFIE 3 K, EEERiEE. e
Febrauds . G E (FVC) | 1 B4 s
AR (FEVD) . FEVI/FVC %5, 552PrMH Heasit e
AR E . HRUIT T REAIN IS, 47 AR K
SRR, A7 R AT T
400 pg CEH2EFTHIZY) , KB 1Smin 5, EE
o E < T RE.

1.4 ik

TR RAR Y LB FHURIR IR I 6 ~ 8 5K (Fifif

B ACEE T Jo AN M S A L A0 IR F 50 S

W5 ZE K L 2:9 FLl Bl 0.181 8 e B2 1Y i BE UK
k% B L) 1ml Giemsa # B 24 2 10 min, DA
WA Tr I vh e AR ], AR TS, PR
fis8% T TR R A 20 AT H 400 1~
i (R dialRah) , 5 A B 4n i
N w1 S R o vt DR =g g e v OO B O o
TE AR AT, VIA SRS B A sy
BUSEAE A E .
1.5 FitFENH

K SPSS Geit i, tHE TR AL + bRifE
N, Gt IR 2500 TR X2
B, P<0.05 NZESAGIFEX.

2 &R

21 BEMER

PFa ALY COPD Hg 3t 43 ). Hop i
P35 B, Lotk 8 B, MRPETEARE, AL 12
B, EARL: 156 MRS 16 . 43I ARES . P
AL FRIRMRARR Y, B BT R R ESE X A
FRIZ A LERERE R D . BIRR RS
¥ (BMD A BUZ L0 E BURT M B EHES, 254
GuiteFaa . MRS BT 1R W R X ) A1
AU E RS RS TAE A B AN W A4 9
N A G 418 N B B3 . A R KO ET
(LTOT) my&BH ANBLAE E KAV M R AL /D
P<0.05, ZRA%i¥E L.
2.2 COPD AR EFE IR L8

COPD 35, M BB KR aeik, HER
PR HG LA PR AR BB R R, 33.5% 19 M
RUBF PR IR 0, [ E B 2%, 26.5%
) MRS Bl B S R = T E BRI A
R H (P<0.05); 40.0%M M % B35 1 44.3%(1)
A B BRI AR B B T Bl 5 AT A i ) SR R
& E BIEE. MMRC WU RIMES A BoR, A
RIS I BT M AR
2.3 AEFRE COPD HIBHIhREFERREL B

TENTIIRESE AR, A BURHIA) FEVI $8hR 2 2%
BT M AGEF, P<0.05, ZRE%¥EL, 5
E U 1A b, PR U 22 S RS R
FEVI/FVC f8#r A BV #]5 E B Je M BUAR 32,
BERTEMWE, P<001l, ZRHSiH¥EL;
RV f5tr A BB MLF E B, P<0.05, ZRA%
THEE X TLC $86r M BURT A BURGIIE T E Bl
B, P<0.01, ZRAEGHIT2EEL; DleoA HIE 5



5114 TR,

S5, HRCT il 718 4 BHL JE A e g AN [ R R A i PR R TR ¢ 53

FEMEMM, P<00l, Z5ABE51T%E
X; H M & Dleo 8RB E =T EAL, P<0.01, 2
SAGFEL. LREERERLE, A B M
RIBEM AFEVL &, & T E BB, 1 FEVL K
AR RN M Y E AL
2.4 A[EFRE COPD BERE &K MAAIELE
TEAFFETY COPD JB3 1Y B A oA s i
BRI AR M BB E TR R TR Mk 4 i
BT EREHE, P<0.05, AgitEm . hik
R, REANNE, BRI SR 3 A AR
(P>0.05) .

3 3Fie

A8 P EL S P A P 2 P R 2R 78 e s L 2
—, HTRR, BORERIERERE, 25l

EHORH 222 F B e, JUHIE COPD B X 254
TBITRCRANR N, DL R B RE R A A —
bk, O BUA (1) LU S e R 2Pk Fe A
SePE AR BRI, afar 4T . 225 PERPERE COPD R
FHREAR, 5 AR R 7 R I %) 3222 n)
FEI— BN Ay 2 Pl SR R B o sl A R 4 ) ]
AL HR SR AT RERE s, IR RRBRHE S A I
PRI SCRAS FARDE , BEAREAR JRY7 0 5O R i
S IpT e AU (IP7T69) | iR R M NS (R A G AN
FE Iy REA: T I PRI X FUUOGR S B RE g 25 FRUUAE,
FoTHE CT T RAE S WAL PR, G
THIEM BRI LU AT ZE A, 32 E R R RS
A A A RN Il S e SE RELE AL, i H A7
MRS B2 /0s 2 i o RE A A P Ak 1) B ZE b
Ft. HAEG#EL HRCT, X4 COPD (3 LA b Ay
Fak DUNRASGERE N 32, X ] BEHE /N EE 2 1 R

F*1 COPD AEFREEBEMEARFHILE (xs)
Tab. 1 Characteristics of three phenotypes of COPD (x + s)

ARl (n=12) EF (n=15) M#E (n=16)

Fs () 68.5+1.5 755+1.0 76.4+ 1.0
A G/ 5H) 4/8 2/13 2/14
BMI (kg/m? 239+0.6 18.5+0.54 17.0 £ 0.6*
TEUR BT W RIXE R AF 1% 65.7+2.2 61.4+1.54 644+14
S MR AR 5 0 0
FHRAR R AR () 20.5 0.7 21.0+05 22.8+0.8
A (%) 1(8.3) 4(26.6)4 4(25)4

5 ARLE:, 4P<0.05.

%2 COPD AEIFREMIGKRIEKILE (x+£s)
Tab. 2 The clinical symptoms of three phenotypes of COPD (x +s)
AR (n=12) E#& (n=15) MZE (n=16)

373
TR (%) 12.5 223 16.1
IR (%) 58.3 50.5 29.0®

IR (%) 292 26.7 54.94e
NZ Ik
¥ (%) 458 50.0 452
HEBR M0 (%) 125 133 4]1.94e
TRT % (%) 41.7 36.7 12.94¢
Wi S5,
T (%) 455 64.5 33.5°
WahE B (%) 10.2 12 26.540
FEBSIEEREA (%) 443 235A 40.0®
MMRC TF43 2.0£02 3.0+02 3.4£024

5 ARIE, AP<0.05; 5 E®LE, ®P<0.05.
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F*3 TFEFRE COPD WIBHIhEEIEFRILE (v£s)
Tab. 3 Pulmonary function in three phenotypes of COPD (x + s)

AR (n=12) E& (n=15) MZE (n=16)
VG (%) 832 = 33 90.7 = 1.8 90.0 + 2.7
FEV1 (%) 475 £ 25 454 + 1.8 420 + 224
FEVI/FVC (%) 51.6 + 1.8 441 + 134 435 + 1.64
RV (%) 166.6 + 6.9 188.0 + 7.14 1754 + 73
RV/TLC (%) 518 + 1.8 503 £ 1.3 525 + 14
FRC (%) 116.7 + 54 1243 + 3.7 1164 + 5.1
TLC (%) 110.3 + 3.1 122.1 + 1.94 112.1 + 2.2°
Dlco (%) 782 + 3.5 493 + 2.14 61.6 + 2.84®
WA B2 shil
FEV1 (mL) 123.8 + 21.9 102.0 + 12.24 1342 + 18.74®
FEVI gz 108 = 1.9 87 = 1.5 11.8 + 2.4

5 ATIE, AP<0.05; 5 E®RLE, *P<0.05.
F4 A EFRE COPD BEREBMAMMLLE (v=s)
Tab. 4 Sputum cell differentiation in three phenotypes of COPD (x +s)
MR AR (n=12) E&l (n=15) ME (n=16)
AR (x 105/g) 82.3 +23.5 104.1 £38.6 157.0+42.4
EREAiff (%) 122+3.7 104+18 10.0 0.8
WREAH (%) 4107 3.6+0.7 3.6 +0.7
kA (%) 740 +£5.6 83.6+2.4 79.0 4.7
WERR PRI ANAE (%) 9.7+334 2407 75+244
5 E R, 4P<0.05.
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