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[(AE] BB ek HCO & KT 4 % & g R (FIB) .D-= R4 (DD) 5 s K & 2 4 42 69
FEM., Hik KE2015F9AF 201710 AERMEHKRFE —WBERELTF KiE7ey 178 4 HCC
% 69 W6 R IR ) T, ab 3 R AT e 2 FIB.DD R -F 5 06 kg% B AF A 47 2 B & A= Logistic @2 % B & 547, &
R AR ESHMERETRELEFIBAF(400g/LEEHR . S . Shl K. ShFiiEa . R RMNE
AR A R K67 & A& A% (P<0.05), 23 % DD AKF(>0.55 pg/ml) 5 T . Sa@mi. 5k
DR RME AR KREHES SAMNBE LK .CKI9(+) Ki-67 & & ik ¥ 4% (P<<0.05), Logistic @12 %
AESIHERE T 59@I(OR=1.618,95%CI:1.03~2.54,P=0.037) . % X M5 A2 (OR=1.421,95%
CI:1.10~1.84,P=0.008)5 % & FIB K -F(>4.00 g/l %, ZXMB AZOR=1.324,95%CI:1. 05~
1.67.P=0.019)%5 & 3 & DD K F(=>0.55 pg/mloAa % . &it & FIB & F DD R-FT#Hm HCC &F 5.
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Clinical analysis on preoperative plasma fibrinogen and D-dimer
levels in patients with hepatocellular carcinoma”
GUO Zhitang' , ZOU Renchao' ,KE Yang' ,GE Jiayun',
BAO Tianhao' \LEI Xuefen* ,CHEN Haotian' ,/WANG Lin'"
(1. Department of Hepatobiliary Surgery ;2. Department of Oncology ,Second A f filiated
Hospital of Kunming Medical University , Kunming,Yunnan 650101,China)

[Abstract] Objective To investigate the correlation between preoperative plasma fibrinogen (FIB) and
D-dimer (DD) with clinicopathological features in the patients with hepatocellular carcinoma ( HCC).
Methods The clinical data of 178 patients with HCC treated by operation in the Second Affiliated Hospital of
Kunming Medical University from September 2015 to October 2017 were collected. The correlation between
preoperative plasma FIB and DD levels with clinicopathologic features was analysed by using the univariate
and Logistic regression multivariate analysis. Results The univariate analysis results showed that high plasma
FIB (>>4.00 g/L) was correlated with male, high WBC, high platelet, high serum albumin, maximal tumor di-
ameter, liver cirrhosis,splenomegaly and Ki-67 high expression (P<C0. 05) ;plasma high DD level (>>0. 55 pg/
ml) was correlated with male, high WBC, high platelet, maximal tumor diameter,lymphatic metastasis, high
grade pathological stage,CK19(+) and Ki-67 high expression (P<C0. 05). The Logistic regression analysis re-
sults showed that high WBC (OR=1.618,95%CI:1. 03—2. 54, P=0. 037) and maximal tumor diameter (OR=
1.421,95%CI:1.10—1.84,P=0.008) were correlated with high plasma FIB level (>>4. 00 g/L),and the maximal
tumor diameter (OR=1. 324,95%CI.1.05—1.67,P=0.019) was correlated with plasma high DD level(">0. 55 pg/
ml.). Conclusion High FIB and high DD may affect the prognosis of the patients with HCC, and anticoagulant therapy
can improve the prognosis of the patients.

[Key words] carcinoma, hepatocellular; fibrinogen; D-dimer; platelet-derived growth factor; hypoxia-in-

ducible factors-1
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T 4 M2 988 Chepatocellular carcinoma, HCC) & —
4 BRI AT ) B M e o 2 TR A IO AL A R O
Jifged B o = A BOAEE Bt . R ANEHZIE HER
AW &R S5t 8 HCC B3 K WA 17 R AR 51K
J T AT AR A R R . R R B2 W IR YT
EdEE HCC IR R A G| . Bl & % I gg AR Y
AWIRA S ATE G2 8 R 2 g & A R B AN UL
% bR AR B 1 52 M), T B 0 R A K A SO S X
AN R, AR S RHUMEN R E ERY
VR 1ML 22 (B A7 A0 2 DB 2R v b i e ¥ I 2R 8 7% A A
(1 5 i S (o P [ Y el el (1 ) A N 4
05 g e ) A3 2T 4 2 1 R (fibrinogen., FIB) Al D-—
H A& (D-dimer, DD) 7K P25 DIAH S

FIB J&—> 340 X10° Wy H  FE L4 &
JSC I s B AL i 3 A A AN AT R AT 4E B 2 B
ARG — 1 EEEE I R [ B — A SR R R
P o T 0 T e 9 0 4 B 9 1 s g I A 7 5 DD S
HEF i WS 5 0 2F 4 R S RIS T R A A R B
W figE 7= W) » 45 715 B 100 R 4T 4 2R (U R Y TS 4L . DD
IKAF- B TR AT RE 5 E A AR e B L TR A
I e 2E AF A O

AR SR ) — Se B 5 R BRI K FIB A () DD 7K -
CIRVSIRIUELE RN S IR e N 7R N RN = R
I 9 45 22 B 2 T PR A R R BS T . A Al
FRWFFE C R, B R HET K FIB A1 DD K5
i 922 g AR AIE %% D) AH O L SR T 7E HCC (8 v i BF Y
OB . ABEFE EEE 53 B HCC B35 7Y I PR
PSR, HR D HOR BT 2% FIB. DD /K 5 I R % F 4%
TIE B AH DG
1 #ERERE
1.1 —%®RB #EE 2015 4F 9 HZE 2017 410 Ak
FEARBEF AN HCC B AR S . MAFRUE
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(D) BE B ARG B E R 2 (2 BE 1T
SMEFTFARIBTT 5 () AR FI K £ %R 58 35 . 43 7% 256 fF 12
Jie CT &€ I DY 50, 1 2 B L 98 b 12 9 55 A DG 48 4 .
HEBRARE - COTT 3 N H P9 3l ik # Ik sl 2 i 355 < 95 1l
FeAe 2 S HUEEIR T s (2| 6 A~ H P KBl i A4 T
A I AR S 5 (3) T A R G R P B I S R
(DG I Z0E 02 E e IE 8 R g s g ol 4 5
MR G s (5 G I HAN A E RSB (6) /&
AHMEO T EEHERAR., DURE AR E K
i1 ot A B Y 25 R Sk o L RIS B AT S A HE ) HCC 9 4
178 5], o 55 161 5], 4 17 ], AF % 23~84 % P
(50.36E11. 400 % . B F 53 fa 45 b5 A kK o

1.2 ¥ RH Sta-R Evolution 4= H 3h IfiL && 47 #r
AL DL [ v 0 5 1 3% FIB /K CIF 5 {8 M 2. 00~4. 00
g/ L) s LIS e e it 32 90 5 1fiL 3% DD /K - CIE ¥ {5 0~
0.55 pg/ml) . R FE A% e REAY 25 5 VE L RR 1T
1A I3 FIB.DD 7K 5 i PR BURRAE A A DG .

1.3 Ziteghb s R SPSS22. 0 G it 84 #4745
#r. LLFIB4.00 g/L 1 DD 0.55 pg/mL R H K —
A3 A7 B, 43 ) 55 I RS BERE I 1 R D& B ds A7 B R
T, IESH R, T4 s 325, 41 08) SR F S A
A ¢ K5 s AR IE AR A v i SR LAY a3 6 £ [ Pso (Pos
Pr) 13878 Sk B ARG 36 s 1 F 8000 R DL R R . R
x* K3 s R A Logistic M3 2 H £ 43 #r. LA P<<0. 05
FEFABGIEE L

2 % ES

2.1 I3 FIBKFHE R 178 i) HCC &1
ARG IMHE FIB /K- (3. 501, 28) g/ L, A ZR 434 R
SR I3 B FIB /K (>4, 00 ¢/L) 5 B 1k & 40
o L /DN o LI 3 R 1 B R R AR AR AR K
Ki-67 ik W HAF M (P<<0. 05), L3k 1,

*x1 BRERESWABME FIB K F 55 KFEHFENEXNE

FIB
[ NISES ' /t/Z P
<4.00 g/L(n=129 >4.00 g/L(n=49)

PRI %) ] i© 16(12.4) 1(2.0) 4,414 0.036
i 113(87.6) 48(98.0)

R (T, ) 53.29+11. 42 54,46+11, 48 —0.496 0.621

ML 3K [ Pso (P2s » Prs) .g/L] 151.00(137. 00~161. 00) 137.00(120. 00~153.50) —3.580 <C0.001

F AL Pso ( Pas o Prs) o X 10° /1] 5.37(4.29~6.28) 6.68(5.68~7.72) —4.996  <C0.001

ML /MR(T+ s, X 109 /1) 158. 06+63. 40 233.59+83.75 —5.721  <<0.001

HBsAg[n(%)] — 25(19.5) 13(26.5) 0.145 0.703
+ 103(80. 5) 36(73.5)

HBsAb[n( %) ] — 110(85.9) 41(83.7) 0.145 0.703
+ 18(14. 1) 8(16.3)

HBeAg[n(%)] — 120(93. 8) 46(93.9) 0. 001 0.975
+ 8(6.2) 3(6. 1)

HBeAb[n( %) ] — 38(29.7) 16(32.7) 0.147 0.701
+ 90(70. 3) 33(67.3)
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gZx1 BRERZESWABME FIB /K F 5l K HEHHERHEXE

FIB
Il R TR 2% ¥/t Z P
<4.00 g/L(n=129) >4.00 g/L(n=49)

HBcAb[n(¥%)] — 14(10. 9 6(12.2) 0.060 0. 806
+ 114(89. 1 43(87.8)

£ H A TF 4 [n( %) ] X 128(99.2) 49(100. 0) 0. 382 0.537
H 1€0. 8) 0€0. 0)

1ML 3% % 2 1A [ Pso (Pas » Prs) /L] 40.90(37. 75~44.10) 38.60(35.15~42.10) —2.793 0.005

B [ Pso (Pas 5 Prs) s pmol/L] 17.00(12. 45~21. 20) 14.40(10. 30~18. 40) —1.964 0. 050

JE K[ (%)] x 124(96. 1) 45(91.°8) 1. 360 0. 244
H 5(3.9) 4(8.2)

feb g B H L %) ] 14 78(60. 5) 24(49.0) 1.951 0. 166
=2 4 51(39.5) 25(51.0)

e KW BT AR Pso (P25 » Prs) sem] 5.00(3.35~8.00) 8.30(5.25~10.45) —4.114  <C0.001

M5 AL (26 ] I 102(79. 1) 32(65.3) 3.615 0.057
H 27(20.9) 17(34.7)

W EFF (2] T 95(73.6) 34(36. 1) 0.322 0.570
H 34(26.4) 15(30. 6)

TEAbEER (n( %) ] x 126(97.7) 47(95.9) 0. 401 0.527
H 3(2.3) 2(4. D

LRI IARICIPN Jc 41(31.8) 27(55. 1) 8. 180 0.004
H 88(68.2) 22(44.9)

L[ %)] P 86(66.7) 41(83.7) 5.024 0.025
H 43(33.3) 8(16.3)

B 2 Y 9 [ n (%) ] 1+1 51(40. 5) 13(27.7) 2.412 0.120
I+ 75(59.5) 34(72.3)

CA19-9[n( %) ] <35 KU/L 81(65.9) 7(68.8) 0.130 0.718
=35 KU/L 42(34. 1D 33(31.3)

CEA[n(%)] <5 ng/mL 110(90. 2) 43(93.5) 0. 451 0.502
=5 ng/mlL 12€9.8) 3(6.5)

AFP[n(%)] <20 ng/mL 58(46.4) 17(35. 4) 1.704 0.192
>20 ng/mL 67(53.6) 31(64.6)

CA125[n( %) ] <35 KU/L 106(88. 3) 38(80.9) 1.592 0.207
=35 KU/L 14(11.7) 9(19. 1)

CK7[n(%)] — 91(83.5) 36(87.8) 0. 428 0.513
+ 18(16.5) 5(12.2)

CKS8[n(%)] — 11¢10. 1) 2(5.0) 0.953 0.329
+ 98(89.9) 38(95.0)

CK18[n( %) ] — 3(2.8) 1(2.5) 0.010 0. 920
+ 104(97.2) 39(97.5)

CK19[n(%)] — 100(82. 0) 30(68.2) 3.618 0.057
+ 22(18.0) 14(31.8)

CD34[n( %) ] — 43(34.7) 20(43.5) 1.114 0.291
+ 81(65.3) 26(56.5)

Hepal[ n( %) ] — 17(13.7) 6(13.0) 0.013 0.910
+ 107(86.3) 40(87.0)

Glypican[n( %) ] — 10(8. 2) 5(11.6) 0. 453 0.501
+ 112(91. 8) 38(88.4)

Ki-67[ Pso(Pss,P75), %] 30(15~40) 40(20~50) —2.540 0.011
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2.2 M3 FIB/KFZHEESNH Logistic [Al1HZH %2  Logistic AL EE S AR M FIB K F
FOTHTEE R SR < T AR I R O R AR i SRR RN X
FIB /K- 1 56 (P<C0. 05), L% 2, i P PR ¢ OR 95%CI P
2.3 % DD /KSEREASNT 89 f P iimm s 2.273 0.20~25.4 0.505
FIARHS I 2 DD KSR (1. 14 £ 1. 44) pg/ml, HH 2T 5 0.981 0.95~1.02 0.258
Ko Hrah R 8 os 1% & DD K- (0. 55 pg/ml) 5 20 1.618 1.03~2. 54 0.037
Ve R AN L AR B R R BRI RS TR 0.998 0.99~1.01 0.766
F GO B B, CK19 () Ki-67 (5 335 1 A Al 1ML 335 375 76 1 1.050 0.98~1.24 0.562
RHE(P<0.05), )3 3. TR MR B 1.421 1.10~1.84 0. 008
2.4 UMK DD KT ZEFEAH mAMBERE . Do .
(OR=1.324,95%CI:1.05~1.67,P=0.019) 5 [ 3¢
M TT 0.791 0.16~3.92 0.774
%5 DD 7K (>0. 55 pg/mL) HoA Ml %4 (P<<0. 05),
Ki-67 1.023 0.98~1.06 0.248
W4,
%3 BERESHARBME DD K ES5IGRFEFMENHEXHE
DD
RS Itz P
<0.55 g/L(n=43) >0.55 g/L(n=46)
PR %) ] i 7(16.3) 1(2.2) 5. 405 0.020
5 36(83.7) 45(97. 8)
R (T, %) 54.56411. 48 50.30411. 98 1.708 0.091
408 H L Pso (Pas - Prs) »g/L] 148.00(133. 00~158. 00) 145.00(126.75~163.00)  —0.127 0. 899
F AL Pso (P25 s P7s) s X 10% /L] 5.11(4.04~6.06) 6.19(5.14~7.70) —3.605 <20. 001
I/ (Tt s, X10° /1) 233.59+83.75 200. 07+88. 99 —2.785 0. 007
HBsAg[n( %) ] — 7(16.3) 13(28.3) 1.831 0.176
+ 36(83.7) 33(71.7)
HBsAb[2(%)] — 38(88.4) 41(89. 1) 0.013 0. 910
+ 5(11.6) 5(10.9)
HBeAg[n(%)] — 42097.7) 39(84.8) 4.515 0.059
+ 1(2.3) 7(15.2)
HBeAb[ (%) ] - 12(27.9) 19(41. 3) 1.757 0.185
+ 31(72. 1) 27(58.7)
HBcAb[n( %) ] — 5(11.6) 8(17.4) 0.592 0. 442
+ 38(88.4) 38(82.6)
HIFHABFBTF & [n ()] T 43(100. 0) 45(97.8) 0. 945 0. 331
H 0€0. 0) 1(2.2)
& A8 AL Pso (Pas» Prs) g/L] 40.90(37. 80~44. 00) 39.20(35.90~43. 05) —1.503 0.133
JMHALE [ Pso (Pas 2 Prs) . pmol/L] 15.90(10. 50~19. 70) 17.50(12. 50~22. 28) —1.260 0.208
MK (%) ] I 42097.7) 41(89. 1) 2.581 0.108
A 1(2.3) 5(10.9)
R H [n(26) ] I 26(60.5) 31(67.4) 0. 463 0. 496
=24 17(39.5) 15(32. 6)
He KR B A% [ Pso (Pas » Prs) yem] 4.03(3.20~5.50) 6.70(4. 38~10.03) —3.659 <<0. 001
1L AL Ln(20) ] T 33(76.7) 35(76.1) 0. 005 0. 942
H 10(22. 3) 11(23.9)
WAL 2 (20 ] % 35(81. 1) 28(60.9) 4.528 0.033
H 8(18.6) 18(39. 1)
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8% 3 BERZESHARBME DD KEEIGKRFEFENEXE
DD
Il R TR 2% ¥/t Z P
<0.55 g/L(n=43) =>0.55 g/L(n=46)
AL EE R (n(20)] % 41(95.3) 43(93.5) 0.147 0.702
H 2(4.7) 3(6.5)
JFE AL (%) ] I 13(30.2) 18(39. 1 0.775 0.379
A 30(69. 8) 28(60. 9)
Wt [n(%)] I 24(55. 8) 33(71.7) 2. 448 0.118
H 19(44. 2) 13(28.3)
e ARG N 1+1 19(45.2) 8(18.2) 7.303 0. 007
I+ 23(54.8) 36(81.8)
CA19-9[n( %] <35 KU/L 26(66.7) 27(62.8) 0.134 0.714
=35 KU/L 13(33.3) 16(37.2)
CEA[n(%)] <5 ng/mL 34(89.5) 40(95.2) 0.956 0.358
=5 ng/mL 4(10.5) 2(4.8)
AFP[2(%)] <20 ng/mL 23(56. 1) 20(46.5) 0.772 0.380
=20 ng/mL 18(43.9) 23(53.5)
CA125[n( %) ] <35 KU/L 34(89.5) 30(75.0) 2.772 0.096
=35 KU/L 4(10.5) 10(25. 0)
CK7[n(%)] - 31(86. 1) 30(81. 1) 0.336 0.562
+ 5(13.9) 7(18.9)
CK8[n(¥%)] — 411D 5(13.9) 0.127 0.722
+ 32(88.9) 31(86. 1)
CK18[n(%)] — 3(8. 1 1(2.6) 1.170 0.279
+ 34(88.9) 38(97.4)
CK19[n( %) ] — 36(90.0) 32(72.7) 4.054 0. 044
+ 4(10.0) 12(27.3)
CD34[n( %) ] — 15(34.9) 15(34. 1) 0. 006 0.938
+ 28(65. 1) 29(65.9)
Hepal[n( %) ] — 23(7.3) 7(16.3) 1. 607 0.205
+ 38(92.7) 36(83.7)
Glypican[n(%)] — 2(4.9) 4(9.5) 0.668 0.414
+ 39(95. 1) 38(90.5)
Ki-67[ Pso (P25 Prs) . % | 30(10~40) 40(20~50) —2.031 0.042
F4 Logistic EJ3 % E & 4 #1 R 71 DD K E 55K REEE) it

HCC 2 A i 5 e UL i SO b g =2 — e —

LT IR AH DG FE T R A B A DA TR AN B

SRS ER R

[ ES OR 95%CI P

P53 . 088 0.16~26. 64 0.571
SE) 418 0.91~2.19 0.116
JITRANY I . 000 0.99~1.01 0.941
I KR B AR . 324 1.05~1. 67 0.019
WL R . 162 0.77~13.06 0.112
95 P43 2% . 443 0.38~5.53 0.593
CK19 .192 0.40~12. 09 0.368
Ki-67 . 019 0.98~1.06 0.380

A AT HCC 1 RSB R BR T 2 KT o
SN 22 1R A9F 5T I bR A= PR B B 5 A A o R 1
REPRAE T EEAEN . 5 HCC AH IR 2 1 40 i 7>
WA &k A o K A i TR 1 o m T AR 2 i RS 40 M 1 3
B R 7R FE RS L DT X B Y TS T A R
BEAEAT ST C 2238, /K P Y I FIB A DD 5
e ) iR A7 b oRg B R AR L B A R B ¢

PSR AR 2R 4 CE 20 M I /A 25D T S AR 56 L O HA]
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AT B 5 g . 2L IR0 L 45 P R R R B O S T
FifgRE S BL S S I 2% FIB 7K 5% AT 4E R 944 HCC Hi
Je WA ST e B

AT &I HCC [BE R i DD K5 B35 1
R B A2 L CK19 () YA 56 . B % AR i FIB
Jew DD /K5 Ki-67 (1 2618 B A A e

CK19 J&—F I o0 + f1 28 1 2 — A 0 40
2, R B AIESE T HCC e 8 F AT 21 it A i
1Y 152 200 A JHF B0 [ 40 A s 40 B A 7 A0 B A A
S0 ) A R 28 A A i R AL AR Ak ik CK19, 4 BR[R
S L7 AR TF A i B CK19 14 32 35 32 390 1 L T
214 1[5 200 A 2% Ak Sk T ORg 4 B, PR FE R CK19, IR
WFgE &M, 1k CK19 By HCC B JB4 40 G J8 10
SePE T 40 R AR AR ) RN A 2R R R R R
Wi jg 2

Ki-67 & [ @ T AREEH A 10925, & —Fp il 5
ORI e R STl 7/ I - & B WK 7/ e VAR R . U 23
Ki-67 &3k F BT A 4i Jfd J& 300 Ak F 3% 8RR 25 1) ik 983 40
i, 6 40 A% P 1) S A A2 T S R S 9 LR A
MRS . 76 Gy 5 WIF 4G B 76 S WA G, 1%
BT MO IR U L A 22 4 248 RS L 3 Ak i R
TBELG, WITEF A, AH B IE & B Ki67 78 18 9 il
9 g R A 23k 00 HL S OB R L RS s
FH & Ki-67 3 31K (14 = A0 5 40 6 Fr) 398 8 3% 2 L B oRg 14 2
XD S IEE: A EE S

HCC & —Ff g UL i I 55 400 08 1k S 14 ek g o 3 %
AR R R ¥ 5 A R R IR T AR
5 K- FIB A DD 55 58 i35 14 g £ £if  fib 968 18 5 4
b CK19(+) (Ki-67 5 2% ik 4 AH ¢, A fig 55 BE 1l 26 45
AR S T e R A RO B I AR A O, (D) I 3R
FIB K DD 7K - Tt i3 Jir 350 il 8 52 )= 3 o 8R4, 3 3%
L /INAS R TG Tl 98 A A K G B L RS R R R T A
FH B4 I /R £iT 42 I T (platelet-derived growth factor,
PDGF). PDGF {3 4§ — % {k PDGF-AA.PDGF-BB,
PDGE-CC.PDGF-DD % 5% — % {k PDGF-AB 5 %
W 5L, PDGF R 5 14 N K A K I F (vascular
endothelial growth factor, VEGF) % Ji& & B AHLL . 8
1t 5 H M H LB PDGFo. PDGFR 32 K 45 & T & 4%
{4 A L 7E F . PDGF-B 5 PDGFR Z ik 45 &
A S5 I/ N A0 B ST 1 LR 48 L 9 YT P Bz 4 ) g
A HE M 3 s B BF 5T © 4 2 B i Ok R
PDGF-A.PDGF-C fil PDGFq {5 238 % 5 VEGF-A
Al i A5 2B PR 1 2B B EL A B B A G . PDGEF-C
FE 9 7L g R A a5 L F B XTAO 5 B iF 5%
G5 0 KW PDGF-C Al Lk o6 &5 5 Ik UL BE 3 3% i
(PBK)/%E H ¥ M B(AKT)/F W E X8 EA

2215

(mTOR) /HIF-1o i # , H0E 52T 2 40 i, 4 3 40 i
5 %48, LEE % k5 & & % W PDGF-C 7
PR AF e X P i R R h R T EEAEH . (2
o E RS T B AR TR 4k i 5 | 21 4B AR 1 R 41 41
Bk Bk 4 5 5 IH -1 Chypoxia-inducible factors-1,
HIF-1), HIF-1 Jh—Ff B A5k E & E . 724
J S S 7 A AT R T AL R B A A R TR R GA L
R DR Bk S S 7 S A 3 S o AT ek B AR D R AR
LSRR S T A A R A0 A B R B
1) 2k 252 348 A A G L 0 T 1 RS B R I R K
. SECIRATS HIF-1 4f VEGF #% 5% B4 8 2 fE H
VSR A A B2 R 6 AN G M DT 2% e
LA P S A T T e 4 2R BRI i e
L 346 B R of A . SR R RR A R R A R SR
BH . L /B PR -4 B4 HIF-1o a] LB 5 B K HCC 1
SR I 3 AR R I AO A % A B L #E HCC R A R
JEE 3o R v R P 00 A A B VR R IE S T X — i
& VEGF AT i 3 bk EL 45 P B2 20 3 4 L 40 224 AT 15
OB AE IR EL A L 1 R PN ok B A A A A T R Ak 2
RN TE A F . HIF-1 o n] 4 {5 402 21 40 i 25 % 1
B SRV IR JE Mg DX T 200 i 4 o B I 21 B 1 KO 3
TS HE 0 0LV ) 408 2R RE T B A A A R 2 A i e
B AR 0 . HIF-1 38 b b 3 1 AL A2 22 i g i)
B 5E R RS o TR I U 14 48 AR S B B A Ok 0
FIRHH .

25 L TIR AW R B = FIB J s DD /K-
5 0 P R e L b ORE A 4 AR CK19 (+) (Ki-67
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