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1. Carnitine £ B F R H—EBEGEHLENBE > — B E ST 4 T4 ‘R.JFE.ET
BP T #53% A% systemic carnitine deficiency (SCD)?
(A) OCTN2 (B) CPT1 (C) GPCR D) CACT
2. ABEPFFEN A MILS 4T £ e de novo synthesis pathway 4 B REEE
' (Ceramide) ?
" (A) Phosphatidate, CTP (B) a-ketoglutarate, Proline (C) Glycerol- 3-phosphate Inositol
(D) Palmitoyl-CoA, Serine
3. T HEBEANEERESKEBR chymotrypsmogen prolipase ~ proelastase & ']‘
FIETF PR GE R EL?
(A) Carbonic anhydrase (B) Caspase (C) Trypsin (D) Thrombin
4. Pentose Phosphate Pathway &9 & & REET RS TS TIREELBHEE?
(A) GTP(B) ADP (C) NADP" (D) cAMP
5. F IR EE SEREAEEE ) RIL? _
(A) Chymus (B) Arachidonic acid supplement (C) 1.25(0H), Vit D (D)
Pregnancy/lactation ' . _
6. T FITHEH G 1F B 324t A 384 5 progesterone ~ cortisol # E & B k7
(A) Cholecystokinin (B) Acetyl-CoA (C) Cholesterol (D) Serotonin
7. FHMTREBRME I BB R EER ~GUBERE Fook i 4h A B yI4E BE7
(A) Zinc (B) Selenium (C) Cobalt (D) Copper ,
8. M Limit dextrin” 89 F s B F 5475 % 37
(A) o-dextrinase &4 T & (B) a-amylase £ 7% 3 £ starch £ glycogen #)a-1,6 bond
(C)s 7% + &y o-amylase 7& fiimfju (D) ci-amylase #& & % #2 cellulose &) B-1,4 glycosidic
bond
0. FITA A S B DT
(A) Secretin (B) Cholecystokinin (C) Vagus nerve (D) Intrmsw factor
10. #7427 094k » T ST A RY
(A) B GERELE B 4FEF - &8 Wernicke’s korsakoff B F%(B)éﬁi'f—
By A NAD B NADP Rt 2% (ORERZ4E AL F By T B
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11 A B bt $ 8 5-CoQl10 B B A 7 10 452k & L3S 2 A HEF Q107
(A) n-Butanol (B) Isoprene (C) Ethylene (D) Propanedial
12. £ EFSFTIMENE  EHCALABEETRIHRAN i%‘hi‘%ﬁir?
(A) Lecithin (B) Avidin (C) Polyphenol (D) Albumin
13. 587 LR T Km @4t » 475 E#E7
(A)Km REAREERRAREVou )2 E /% (B) Km {8 Bp & R & R A8
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14. “Daily energy expenditure” P§ &R .45 T F{# — I 57 '
(A) Hyperplasia level (B) Basal metabohc rate (C) Diet-induced thermogenesis (D)
energy cost of physical activity.
15, #W AR EOMAR > T P4cufy&4432?
(A)AEE F £ Zih Bt R4 & & triglyceride (B) Lipoprotein lipase £ & & \ﬁ:}:ﬁ
T ey HibEs (CO)HDL £FrE BEERE T ﬁﬁzmﬁfié ¥ ap® D)5LE 4—%+ﬁ
W A7 5 5 thAp] &Y triglyceride

= BRERAE (4 9) (209)
1. Glucose intolerance '
2. Atherosclerosis

'13. Hemodialysis

|4, Albumin ‘

5. Osteoporosis

= FEA (R0 9) (20%)

1353080 ARE T%—Théﬁﬁ&ﬁﬁ"gf AR A pyruvate‘?(IO/) _
RUTFTXHREER 4% A “Darvesh et al. 2+ & # Expert Opln Investig Drugs '
2012;21(8):1123-1140 a9 2473 > FHFHEB DL T AR -
(1) # f5 4 curcumin & 477 (59) :
(2) ¥ EPRE curcumin TTHE A A A £ e mBE Alzheimer's disease &
Parkinson's disease (PD)? (52) '

Abstract:
Curcumin, a diefary polyphenol found in the curry spice turmeric, possesses potent antioxidant

and anti-inflammatory properties and an ability to modulate multiple targets implicated in the
pathogenesis of chronic illness. Curcumin has shown therapeutic potential for neurodegenerative |.
diseases including Alzheimer's disease (AD) and Parkinson's disease (PD).

Thiis article highlights the background and epidemiological evidence of curcumin's health benefits
and its pharmacodynamic and pharmacokinetic profile. Curcumin's ability to counteract oxidative
{ stress and- inflammation- and 1ts rcapacity to modulate several molecular targets is reviewed. We
" highlight the neuroprotective properties of curcumin including pre-clinical evidence for its

pharmacological effects in experimental models of AD and PD. The bioavailability and safety of
curcumin, the development of semi-synthetic curcuminoids as well as novel formulations of curcumin

are addressed.
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~ Curcumin possesses therapeutic potential in the amelioration of a host of neurodegénerative
ailments as evidenced by its antioxidant, anti-inflammatory and anti-protein aggregation effects.
However, issues such as limited bioavailability and a paucity of clinical studies examining its
therapeutic effectiveness in illnesses such as AD and PD currently limit its therapeutic outreach.
Considerable effort will be /required to adapt curcumin as a neuroprotective agent to be used in the

treatment of AD, PD and othier neurodegenerative diseases.




