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BE& MR ESEE PBMC & IL-22 #1 IL-17 mRNA RIZRHIEEFRE X

IL-22 and IL-17 mRNA expression and clinical significance in PBMC in patients with hepatocellular carcinoma
Mtk g R BhRF HFBAREFREINTARER &EAF, K EI 518020)

(4 E]1 835 A 40095 hepatocellular carcinoma, HCC ) #3% #M & 1fil 884> 42 20 i peripheral blood mononrclear
cells,PBMCs )IL-22 1 IL-17 mRNA (235K V- R HIG R L. 7 & I 8E 2011 4F 4 A 2 10 H R K op B 2 e s BRI T
N R E R ERG NEHZIG RIS 8 HCC B3 40 B, i B ¥k SRR FPURMAE . RIRHEBOR A AR = R 1 51 &
FRIDK ML 20 BVE R %ot B, LA RO L4 40 6 53 J2 T 258 A B0 5 43 BS A5 3] PBMCss, 2R RT- PCR ¥EAGM HCC AR & 4 A3 A\
Xt BEZH PBMCs TL-22 1 1L-17 mRNA (92655 K . £ F : SR A BBZHAR [, HCC B8 4 1122 mRNA 357K 2 T R
(0.309 £0.044 vs 0. 560 £0.029,P <0.01 ), IL-17 mRNA FY %35 7K S I 2 3% FH 75 0. 682 + 0. 048 vs 0. 541 = 0. 038,
P<0.01). £4#:1L-17 mRNA [R5 £ ATRES 5 HCC KA R, T TL-22 mRNA {RFi5 7l fig 5 HCC B 0n 1 #is A~

A%,
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JF 411 i 19 ( hepatocellular carcinoma, HCC ) 7E
S BR A E IR TP HESS T L5 AR AE RN 9% o AxEK
FRAE T R R N2 65 7, Horp—2F L) R AR TE
FE., ZRIBFRHEEE( hepatitis B Virus, HBV ) 7E 3%
FE Y m AT 2 R8I E HCC B R AR HEE N X,
K E HCC BF g HBV AR EE90% . ARE
HBsAg P, H B 09X SR PE S HBsAg [
PEZ Y 10 ~50 fi5. HBV I 55 #1151 % 1Y I K30
PP T S 1 8 E 2 S 3 HCC R A 1Y e T4 A
Th1l . Th2 \Treg . Th17 , Th22 25 %55 1 e 2 4i ffg Sz H:
SRR AN 2 5 T8k HBV s Y 52 i
iR Ho 1017 K 1122 43 1 M 2 R S
P P45 405 B 2R 18 5 RO AR AR
S RTIARESE S R, TL-17 \TL-22 7K OF 718 1k 2, 70
I BE PR R Th A KO B R X B2 (B 2 T
(P =0.000), 1 EATFE HCC H A% 1k 7K - anfa] 48
b, AR ILARGE . ARSZIRIFSY 1122 K 11L-17 7 HCC
B3 PBMCs PRI E L, BT HAE HCC kA Kk
Jr G2 9 A FH R T BB I R A S
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WAL 2011 4 4 A 2 10 A B KRR E 4Bk E
DRI RS Bl e N B2 I PR AR 2 4 HCC R
40 #1( Edmondson 433]: M ~ IV ), H b 55 ¢ 28
B, Ltk 12 9], SE34EI4( 58 + 14 )% . I HCC
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ABES 2 RIS IR KL [RIB BEOR A AR =
feE R B A1 JE Bk . 20 B4R X RE . HCC BE 7R
R HTY B 28 s R 15

UK L 200 B 43 B W W TR HETH GBD A ], RT-
PCR i 5] & . DNA Marker ¥4 T 35 [E Fermetas 2>
A, PCR 5| %) i K i 4 W 3 28 7] A A, Mastercycler
gradient PCR {14 [ 7 [E EPPENDORF /A ] , H 3k AX
FIBEIE G 5 BT R G2 340 A 26 [ BIORAD 2\ ] .
1.2 #RAR%EL5 PCR 314kt

FH HCC 5 28 R B KT REZH B A1 8
JK I 3 ~4 ml, FH R B 40 0 2 V0 2 s P 0
20 B PBMCs. F% Trizol 1B 45 2 L PBMC &4
RNA,75% Z.EEV% % RNA ULTE, - 20°C {577, #IE
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Wiuteis | 5. T % VeI 4 A8 2 3% PBMC A 1L-22 1 1L-17 mRNA (193835 K Hilf PR L .97 -

BrKJ¥ 254 bp ) BE514:5-TCTTGGTACAGGGAG-
GAGC-3', 514 :5'-CCTATCAGATTGAGGGAAC-
3GIL-17 (93 BE K 366 bp ) L liE 5| 4. 5'-
GCAGGCACAAACTCATCCAT-3", F % 5l #: 5'-
GGGCGAAAATGGTTACGAT-3" ; B-actin( § 4 H Bt K
& 186 bp ) L5 #:5'-CGGGAAATCGTGCGTGA-
CAT-3', Fiif 51 ¥: 5'-CAGGAAGCAAGGCTGGAA-
GA-3',
1.3 RT-PCR # | # 41 A # # PBMCs IL-22 #o IL-
17 mRNA # % 3k K -F

DL EUAY A RNA 12 pl A i <DNA, LA
cDNA MBS 1S 1L-22 F1 IL-17 A A BE, IF:
DI B —actin fE NS AL, PCR RHRIEY
ko RNALER: RS B R RS
%1 ul, MANZ B - actin (9 L FH5 #9451 wl, 5t
1T PCR 0 28 MEA R ERRILF51), Rifg
PCR 77¥). PCR W Z5147:93 C,2 min( J7 3 );
94 °C,30 s( 251 );55 °C,30 s( Bk );72 °C,45 s
( ZEAf ) PR AT LR IR PR AL 28 WKk, e Jm — TR A 4
15 min, PCR FPEHITE 1. 5% HIBIRHEEERE hHL ik
TEEER AR R G4 RS HT o
1.4 %itsam

K H SPSS 19. 0 Geit ik, it B LA v =5 %
N, LT YB3 R ¢ K236, P < 0.05 T P <
0.01 RIREFAGIFE L,
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2.1 HCC % % B & B A3+ BB 40 PBMC ¥ 1122
mRNA #) % ik

RT-PCR ¥ #2558 & 1 )W s, S5 A T
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0.000 ],
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B T AR 3000y o BRAERFSE 7 A, i Thi
21 b 52 07 5 3K & i B 405 L L UE BH B 2 1) 24K
#F Th17 A E9YER . Th17 40w 8% T Kupffer
RIS , 5 HCC B35 A A7 g0 B e 12 e o e
EAE ) IL22 RIEAEF U GRB E A 1,
Th22 /24 of (5 3 1L-22 K/ 65% 00, Hidx
Th1 . Th17 40058, IL-22 YRR SA 9T H &k
EL B - A FH R 2 O 2 B0 5 AN B, T 2 S U 55 3k
IL22R1 YA LU4N M. shi ik e O & Wi, 1122
X A B AR R0

ke T BRI 1L-17 AT LA DE TR
/N R o A P T B R bR VR R AR AR K
FE e £ AL SR B e 1 e st A ) ot e 21
SN Th17 40 fm 0 3% BRI Thi7 4k
SF- 55 PR R A R AR G . ARHIFSE A& B, HCC R
AP TL-17 3B K L fl T B B B &, 5 B
W ZEAF RS Ie A — 30, 25 R PR, 117 W RES
HCC Wy &4 &R {H TL-17 16 b B e v 2 /Y
a7 TR I 2% BB 3 A R A K HI S HBV A e
HCC H R, TG 22 5 ) R 1L-
17 T RE 2 o X T 200 K 30 02 A 1) 5 1 o A
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25 HCC WAL KB, 8 HE e R 455 .

UEAERYBFGE 01 e ], IL-22 X T 4/ S
JHFEIE S PR A5 PR BR800, 3X 5 TL-17 B 3R 3400
BORAHL o TL-22 X4 M A 3 M FE LI B s A
SEAVERE . AWFSE KL HCC HoE AR I 1122 3%
R B B T IR A X — I 5 AR RS
PIAESEB0 IS B A9 1L-22 718 M 2 RV BRI R AR
F PRI B ETHR SRR R R
715 JHF A0 4 P 4545 118 [ s 4 B — R 88 %) 400 e
He o AR BE A A 5 2 B, A A B AR IT R (AT
LU KA KPR DB 1IL-22 kK
T SHEEEX IR G425 ). HCC B IL-
22 JKFARTE, AT fig A B B 7 AR 3 W TR R £
HCC B AN 1L-22 R AP, Al 6 iy J5t
AT HCC B IR I - IV, 3 B
A DD RE A A5 38 4 22, I A 2 S ™ 1, 1122 UK
AR AT R R A B R A 0 SR A

25 b AW RN TL-17 7K S e 1 v 2 BT
FFEAE P A 1 A E R B, B K OF TL-17 ATRES S
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