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T helper 17 and its relation with inflammation QU Shen-hong, LIANG Jian-ping. Otorhinolaryngologic Depart-
ment, the People’ s Hospital of Guangxi Chuang Autonomous Region, Nanning 530021, China

[Abstract] CD4 + T cell is developed into two subgroups: Thl and Th2. T helper 17, a new-type CD4 + T
cell subgroup, was found in 2006. It mainly produces interleukin-17. The function of T helper 17 is opposite to that
of CD4 + CD25 +T cell in inflamation. This paper supplies a summary on its differentiation and regulation as well as

its relation with inflammation.

[Key words] T cell; Inflammation; Cytokine

SBYERMIER, S CD4 + T HAMERFA TR
418, BP Thi 1 Th2 400, HAFAERF=EFRNAKRE T
AL TFHEM. Thl ZIMEF=4 K& 45 IFN-y, i TR2 RIS
Mm%, Th @RSEREHERX, FE&E L4115 #
IL-13, IL-12 &I 247 pd0 F1 p35 MR IR &, Bl i
STAT4, FEiE S HE CD4 + T 4 SHLAR =4 IFN-y i
Thl 4Hl, IFN-y {52 &% STAT1 ¥ S, i STAT! #5840
FWE5REE T T-bet, T-bet A 14385+ %1 Thl KR HEH
Rk, HR,IL4 fEi%S STATe ¥ iE f{Z# GATA-3 i
ik, GATA-3 R IL4 P=4: f0 Th2 480 LB 0 B Y B
2006 FEH A A Th17 AL —FHRMN T ARTH, S
RERZRET, AFRWT,

1 Th17 # IL-17

L1 Bl AEHRBEPAEEFEIL-1THCDA+ TH
MO, BFR K Thi7 2 ThIL-17 404", 117 R R MG T4
= B ARE T EREIIGE T RIE 3h3F R
SFAE AN P B A B A L R R B R AR
B R, @it %S IL-1,IL-6  TNF-y NOS2 LB FR& R
EOMERMAENARERY EFSIRBANASE
B RSP IMRBH X £ R EHE, IL17 Rk
S, xR 17 SXEERNRBRASEXER. B
S EEEERE YRR DA E T 5 R
%, Bz 117 i/ RP R B Y A S E R gL . %
A 40 WA B i SR O 7 (A st 8 R % AR AR ROR I S
Rk ) HE A, Ei, Th7/Th IL-17 T REE 6 &
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St rRATER N LR RPREEER,
1.2 IL-23 {5 T /=4 IL-17 CD4 + %4 Bh 40 8 T B A9 7 AR o
IL-23 §Ei% 540 CD4 + T 4IME B N Th17/ThiL-17, &
ARF Thl f Th2 LR BHLE, 55 Thl f Th 4
WAL EREFAR Th17 ESHFEEN,ThT IREE
FENEFRFERY, 7 Th F Th RS LRETIEE
{RBEAERI R, IFN-y $0 IL4 (1540, B B> CD4 + T4
ff8 IL-23R B3k, IFN-y %] Thi7 40869 534k, IL4 thini &)
Th17/ThiL-17 WM ZE . BABRH A+ HER Th7/
ThIL-17 R&#H Th 7 Th2 40/, {8285 TH2 fAMF=£E 1
IL4 #0g Thl =4 IFN-y AT LA Thi7 R E FiH. WK
PERY IL-17 3 14 2, HEENEER, REIL1T &S
MHEEROBEIRPEEEER, BEBEM/MRF R
Ll IL-17 G853 i DCs MMM E T4 R TR 7R
WRRE™ . FEAMS, RE IL23 RRF4E IL17 THRRE
RN BT RTE T B B 4w v AR AR 5 . TGF-B
XH4hHE T AREMIEFRZE IFN-y #1 IL4 93540, ML FiR
Pe—AHLEIR X 4 Thl \Th2 #1 Th17 A E
2 Thl7 @IS

Th17 L& EAFF Thl 1 Th 4188, EAR KBTS
Thl #1 Th2 2L H X B X485 5% 5 B F STATI, T-bet,
STAT4 Hi STAT6, IL-23 25 Th17 4iiESH B GEFH
BRIRL BRSS ThT ARG BN L. BIRFEN
IL-23 MBR R B R AR 123 ¥R S 24 Thi7
MMtk BIIRRIABEIES Th7 AKK 5L, Veldhoen
M %7505 CD4 + CD25 + Treg AMBEASINE] T ML=
4 IFN-y f11IL-2, BB B4 h0 IL-17 74 , 4N A$L TGF-B
SRS, WA IL-17 g4, B, 1R TCF-p il
S5 T AR LA Th7 AP EEEENHBER. F
¥ EBTS TGF-B SRIGRY/D LR &L Th17 4R SR, T
it # Feik TCF-B /IR Th17 4848 A0 ¥ B th AR i 380, AT
METHAESRERRKRE. BT TCF-g b, BiEk DC
SHBY4MaRE F5 TCF-B Ft[EIAES ThiT AKK k. 763X
LARAFP,IL6EETSLBNER. Mit, &S,
TGF-B 1 IL-6 7] LURRACIE 1L DC $E157¥, ¥5 % Thl7 AHIRY
b, HAbZRKIE Fin IL-1B 1 TNF-o fE4E {2 3 TCF-p #
IL-6 % % Th17 40 M &4 43 1L, B R RE LR TGF-g 1 IL-
6", BRI AA ™, BB F I (RORyt) 434 Th17
MK REF, ROR ER T R IL-17 1 IL-17F
HHETFEENEE, Y/MREZ RORy B, B SERHEE
FRREZ TR, ThT AREE AN D, BRIL23 A2
BEER ThT ARFESETF.BR IL-23 TS5 #ng
R 117 MERAE.
3 Th7 @ESHEES
3.1 7 Th7 ARsrbasd B9, iF S ARE TR HF Th7
WM. Thl 474 A9 M B F IFN-y #0%] Th17 48
MG, FRERY, Th2 AT =tk A M B 7 14 Wwin )
Th17 SRk, BT Thl/Th2 444 E F5b, 7 EAE 3%

ERGRERHIL2T(RT IL-12 BEE, iGN ERESA
HBFF=4E ) M Thi7 B4HLC 30 %1 1L-6 /-S89 T 401
RO T, 40 0 46 B 4K 8 F IFN-y A1 STATI, R {k #i F
S0Cs3!)

3.2 HiECD4+ T 417 IL-12 1 IFN-y BiBS T L0
Thl 483, 74 IFN-y, B 5 @A 5 0 55 0 % ; 7 TGF-B
1 IL-6 BFLRE T T 248 Th17, 50 IL-17 1 1L6, 8 5
RIEFNF B S RBEELIR 7 TCF-p BMMES T 40N
Treg 4f, 53 35 TGF-B H-3kiX Foxp3 , S5 R AEHITEIT 7 IL-
4 FIEF T b0 Th, 43 IL4 . IL-5 # IL-13, 8 5K 4
FEMEF, Thl F1 Th2 4K F AR IL-27 i Thi7 8953k,
4 Th17 BREMSALSET T(Treg) RZ BHXFR

4.1 Foxp3 £ CD4 CD25 Treg MM AT M EE W T EE,
Foxp3 ¢ R ¥EuRE F CD4 CD25 Treg M b, 3 % 40 A
MAEMIEAERPRBEZENIEM, EMERR Foxp3 T HE
& CD4 CD25 Treg ZRAIA —MFIEHEIRE ., VT Treg 4
JEF Th7 LB B, TCFg AME FEF +HE
BEWERT, 7 TCF-B BMEMT, ALK BB CD4 + T
MRS K Foxp3 + Treg 4Hff, Ti4E TGF-B #1 IL-6 3tFEA
T IEEIAI 5 CD4 + T 4IRS 64 Thi7 ST AR 40 H
Foxp3 + Treg 41, MWW LLE H,IL-6 MFl T Foxp3 + Treg
MRS b, HAb4R M E F a0 IL-7,IL-10, IL-11 IL-12 . IL-
13.IL-18 F TNF-o %%} TGF-B %5 Foxp3 + Treg 4K
BETMFER. P, EHSHIRPMAR IL-6 S
HHIRERR IL-6 #1E Rl UG, 4§ {2 3t Foxp3 + Treg 4 M1 &
1, £ IL6 BE/NRERPRBTRENER. #—5
R %W, EHS Th17 f Treg ki BH,Smad2 Smad3 1
Smadd f+ 3 TGF-B M5 5 57, M STAT3 4% IL6 {5 5
&%,

4.2 THBMREREE LI RSEN Th f1 Th A
T, Thl 3H4HMA KR IEAR/ER, Th XS £ Y
HRIER. Bk, #4548 1IL-17 49 Th17 ZAMIEHM Th F
Th2 A5 E R, FRIELEES B ARt TES
BRHEENIEM, MKR,CD4° CD25" Foxp3* WM T WY
N A SR, RPHRCZHRG. EKFELEF
(TGF-beta) & T WML F R I BEENHMMEAF. &
EMRR S, RITAE LB AR EYE Foxp3 ZRMFE /D
RERENES Lo(AHPEQR, -RMNEHARK) =4,
it TGF-B SEL£MM T Foxp3 ™ WM T AW HMA 2 k.
RIVEILE IL-23 K2 Thi7 M HMEEF, BmRZ -2
IL-6 # TGF-B JFIHF T4h# T M= THI7 48 21k,
RIVOMRBRT —DIFTH 2L, BURA Thi7 K
SBE SR, Foxp3* HWH T A PHREOSCIH A
B,

4.3 BT RE, RN F L6 FENELT, B
Treg 7= £ &) TGF-B, AT HEF LM CD4 + T W LAH
Th17/ThiL-17, ZE—MER(IE®) B &R R L, MH 25K
VAT T AEMEERIEN Thl7, AR ERYH, S7



TEERFESE 20004 98 2% oM

8 TEYTHRES B SRRNS B, HE A S RN
Thi7, Xk B & R @A T, AW, WH T 485t
Th17/ThiL-17 HRA B IV RPLE AT ERE R
5 Thl7 ARSSETHUERPER
5.1 WETETAR,Th17 R —2KP=4 IL-17 & Th AT
o SMEM CD4 + T 4MHuSRIHUS °T =4 B K ¥ hIL-17; 3k
BEMEARER U266 MRS X RIKM AL B 4R AF10
ATk hIL-17, Molet'"” % % B 5 7R W 0 4 2 ) 9% . BALF 1
HMNE MRS EBR R AN I T F2 3K hIL-17, A ATHEARE
S TS EP TR IL-17 R, 58 1L-17 R 7 69% R
., 5SHTHARRTFRZURELRALFARE, IL17 R £H
fiF 22 SHfE R, IL-17R 7 AMKSIZ 4070 , 76 16 E 7 B E
SERRIER, L-17 XK, ELRHAHE IL-17B.IL-17C . IL-
17D.IL-17E 1 IL-17F, 3 IL-17B # IL-17C 5 IL-17 E %
B RA 27% R, IL-17BmRNA %% FRABKE. MG
B, LA S E RNA BEA KA H 1L-17C mR-
NA, ZE7E{L89 T 403K 1L-17B 5 1L-17C mRNA %34, IL-
17B 1 IL-17C J] 3% THP-1 B4 TNF-o H IL-18, i IL-17 4
RS R L 4 B R IL-17B 71 IL-17C 55 THP-1
MRESTAE IL-17 ZERES, ®/7 17 FERER FE
TR RTE R AE R F R RIS Y
5.2 IL-17 RFRREF, 5FEERSEERMIEREX
REYETP ESGH, B, ERRIBHXB L (RA)
BREFEME (MS) BRI LA REBHHEF RN
P -SIL1T sk g m, EERRS, BRSETH
Th17 40K RIBIEE PHAAMARES T ARBEHERR
k79,
6 %#iF

RN A BT, CD4 + T MBSk M, BESH
L% Thl F Th 400, X L4013 T 8 43 5| A 3 400 e e
MR RENE, FESSEREMRAMARMIREMNE
VIR, Thl7 SIMEBAM R A, 34T Thi/Th £+ S
R HLEAAR B, Th17 AR SR {2 4 R R, Wi B 0GR T
VLR B EI T fE. Thl 1 Th2 4HAHE e, Thl 1 Th2 Xt
Th17 BiR%E, LAK Treg 4IKI%S Thl 1 Th2 40MEIAHESE, sk
MAMELF—HEAME R EENRSES, BABHEK Thi7
AL A AR EDI R LA R AL, SR A R,
ER%. B BRER WRABHERRNMHREA T
MEFRE S, AR TEWAKF Thi7 SRR LA, T
BEMITGMBRPRFEREHEE, BE3H LA
X TG —BFE, AVEI AT LR E S SR SR
RS, REF RN B X — SR RITH
—BKiT.
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Clinical application of integrated traditional chinese and western medicine in treatment of chronic cardiac
failore TANG Jian-hong, LIU Chuan-yu, SU Han. The Affiliated Hospital of Guilin Medical College, Guilin

541001, China

[Abstract] The case fatality rate of heart failure is above the average. The application of integrated traditional

chinese and western medicine in the treatment of congestive heart failure has mad considerable headway, manifests

the distinet dominances in the enhancement of curative effects, the improvement of symptoms, the raise of survival

quality, and the avoidance of adverse effects ect, and its availability is confirmed by generally clinical practices.

[Key words] Integrated traditional chinese and western medicine;
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