WM E FE B K ¥ F R 2016 4 8 H 4 36 445 8 1
82 Journal of Hunan Univ. of CM Aug. 2016 Vol. 36 No.8

o
&
&

I;F

H B2 2530 33 Th17 40047 B B ik
SRAEPER e TPV E I RO ot e

kOB AT
(LB EEZE R W K1Y 41020852, PG o 5 25 K 27 B B BRE IS e S8 PR RL )78 B9 7° 530011)

(WE) HHMETHE @M 17 (T helper 17, Th1T)5 £ M REMKKT B & REERF A EF MK, EE & REHE
KEMERP AL HFAEGE Th17 — Wk otk & Thi7 AR o LBEERERAT TR ERERFESME, ¥ EHEH7T R
EMRFITERRETFENER  EA —EWNGhB BN  FEFPHRTHETHIEEL AR BEFATRAREN, AX
B Th17 A AT RFEHELENEEXTR FHHEEH R BERASERRBEATZ R X FRE T Thl7 4
a3 R B R R AT S

(XEiIE) PEH,; B o RE, REE; MM THE @M 17, 2% BT 4R

(B 425 JR285.6 (STHRARIRAD A (3 ZE % S )doi:10.3969/j.issn.1674-070X.2016.08.023

The Review of Effects of Tranditional Chinese Medicine on Autoimmune Inflammatory Diseases by
Regulating the Differentiation of Th17 Cell
ZHU Min'® HE Qinghu'*
(1. Hunan University of Chinese Medicine, Changsha, Hunan 410208, China; 2. Andrology Department in Ruikang Hospital
Affiliated to Guangxi University of Chinese Medicine, 530011, China)

(Abstract] T helper 17 (Th17) are closely related to multiple inflammatory diseases, autoimmune diseases and cancer.
The differentiation imbalances biasing Th17 are found in most autoimmune inflammatory diseases. The differentiation of Th17
often determines the degree and the duration of inflammation. In the treatment of inflammatory, Traditional Chinese Medicine,
which has accumulated rich experience, has a large advantage and potential. Many single herb and traditional Chinese medicine
compound are proved having obvious effect of immunological regulation and inflammatory inhibition. We made a review
of differentiated regulation of Th17 and regulating effect’s research advance of traditional Chinese medicine in the treatment of
rheumatoid arthritis, ulcerative colitis, ankylosing spondylitis, chronic prostatitis and other diseases.
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2.1 Th17 405 Ak 938 B kdse
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W 587 24 AR T A R G AR T R G BN o W R G
Sy AR, T R R A (s B ) P AT L Sk
WIRYT IESL A IC 5%, AL ZE I IR 138 5 3k 1 Jin sk
IHIT RA B HUAS T 40 Wl 3 197 20, B e v 2 24
FEIRYT RA J7 HA HA — @ L3

2K BH 7 S Ul Y B B e VR T i S T
RA B3 IRYT 12 JE 5 K BN B 30 B e 4 vT i 5
REHFME D IL-17A W&, BSHEABZH R
X B PR 25 S R GE T 2R R L (P>0.05) , T E A
HEZ A R 5y 5 | B ™ T A AN BN, 4B 38 i 4
FEIRIT B REJEHE RA LA — 2 L%, & aF
GO Y T T M A T AR IR 1 RA K
BRUB AR | 28 SR 0 7R IXUHE 7 e 8 i P 0 AR A5 0 K L

ARJE Th17 40 H L3 ek 20 OG5 1 1 9 6E P F 11-6
TNF-o IL-17A (%433, HXF RA (9367 ML 7T fig
JE 38 1 15 Th17 20 ok 36 HLAKR i 2k itk 2
il Vi R4 L 6 i A ST 3 3
3.3 HEZGTESR B A & (Ankylosing Spondyli-
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