To Whom It May Concern,

My name is Nunung. I am interested in applying for freelance translator position at your company. Herewith I also send you my details and experience.

Name: Nunung Rahmah
Address: Motomachi 3-6-18, Matsumoto, Nagano 3908621, Japan
Background study: medicine, PhD in neuroscience
Publications (self publication): http://www.ncbi.nlm.nih.gov/pubmed?term=rahmah%20nn

Translation experience: 10 years
Language pairs: Japanese-English, English-Indonesia
Field of expertise: medicine, biology, genetics, veterinary, psychology
Time available per week: anytime if there is no other order
Translation fee: ¥15 per source character

Translation samples (please contact me if you need more samples, because most of them are long/full scientific articles)

Sample 1
Source text
精神科疾患を治療中の患者が、幻覚を訴えることは稀な事ではない。幻覚の原因には精神科疾患の症状である場合と、薬の副作用によるものがある。今回、maprotilineを投与中に幻視を訴えた、女性患者について報告する。40歳でリウマチを発症し、治療を継続中である。63歳時にうつ病を発症し、自宅近くの開業医で治療を開始したが、病状が悪化したため大学病院精神科に第1回目の入院、治療を行った。この際、薬物治療には反応せず、modified electroconvulsive therapy (mECT)が著効したため退院となった。64歳時に再び、うつ状態が悪化したため大学病院精神科に2回目の入院となった。
入院時の抗うつ薬は、milnacipran 50mg/day、trazodone 50mg/day、amitriptyline 50mg/dayであったが、処方を整理し、trazodone 150mg/dayのみとなった。処方を継続し治療したものの著明な改善が得られなかったため、maprotiline 25mg/dayを開始し、100mg/dayまで増量した。この間、maprotilineを75mgに増量した頃より幻視を訴えるようになり、「壁に漢字が見える、影が人の顔に見える、床や壁が動いて迫ってくる、鏡に人の顔や動物が見える」などと話すようになった。患者は、幻視による強い不快感は訴えず、また、本人も幻視であることを自覚していた。maprotilineの増量後に、幻視が出現したことから、maprotilineによる副作用を疑い、減量、中止したところ、症状は消失した。なお、今回の症例の検査所見では、MRI画像により脳血管障害、SPECT画像によりレビー小体型認知症、脳波検査により後頭葉てんかん、のそれぞれの疾患は否定された。
今回の症例は、maprotilineの増量にともなって症状が出現し、減量とともに症状が消失したことから、幻視の原因薬剤としてmaprotilineである可能性がある。Horiらが同様の経過の臨床報告をしており、その原因としてmaprotilineの抗コリン作用および、levomepromazineとの薬物相互作用をあげている。maprotilineの薬理作用は、一般に、ノルアドレナリン再取り込み阻害作用であると説明されている。一方、ドーパミンの増加が幻覚を惹起する、といわれており、Kihara らはmicrodialysis studyによってprefrontal cortex におけるmaprotiline、duroxetineによるドーパミンの増加を報告している。そのメカニズムとして、KiharaらはCarboniらの主張する、ノルアドレナリンuptake carrier阻害inhibitorによるドーパミン増加を挙げている。よって、本症例の幻視に関しても、maprotilineによる、ドーパミンの増加が関与している可能性もあるとも考えられる。
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Translated text
Psychiatric patients under medication often experience hallucinations as a side effect of medicines. We report the case of a woman with visual hallucinations triggered by the administration of maprotiline. She developed rheumatic disease at the age of 40 and was continuing the medication. At the age of 63, she began to experience depression and was treated by a physician in her neighborhood, but because the symptoms worsened, she was admitted to the department of psychiatry at a university hospital for the first time. At that time, the medication did not have any effect. She was discharged and scheduled to undergo modified electroconvulsive therapy (mECT). She was readmitted at the age of 64 because depression recurred.
At the time of admission, her medication history was as follows: milnacipran 50 mg/day, trazodone 50 mg/day, and amitriptyline 50 mg/day. After the admission, she was prescribed only trazodone 150 mg/day. Since no marked improvement was observed, maprotiline was administered at 25 mg/day, and the dose was increased up to 100 mg/day. Maprotiline at a dose of 75 mg triggered hallucination symptoms, such as “seeing kanji characters on the wall,” “seeing shadows looking like someone’s face,” “feeling that floors and walls are approaching,” and “seeing faces of people and animals in the mirror”; however, these hallucinations led to no severe problems. The patient was also aware of the hallucinations that appeared. Because they appeared after administration of maprotiline, the drug dose was reduced and the drug was gradually discontinued, following which the symptoms disappeared. The additional examinations we performed ruled out the possibility of other causes of the hallucinations; these examinations included magnetic resonance imaging for cerebrovascular disease, single-photon-emission computed tomography for Lewy-body dementia, and electroencephalography for occipital lobe epilepsy.
In the present case, increasing the dose of maprotiline triggered hallucinations, and reducing it led to disappearance of the symptoms, which implies that the hallucinations may have been the side effect of maprotiline. In Hori et al.’s report as well, the symptoms were thought to be caused by the anticholinergic effect of maprotiline or its interaction with levomepromazine. Maprotiline is thought to be a noradrenaline-reuptake inhibitor, whereas hallucinations result from an increase in dopamine levels. Kihara et al., in their microdialysis study of the prefrontal cortex, found an increase in dopamine levels because of the administration of maprotiline and duroxetine. Their findings were inconsistent with those of Carboni et al., and they stated that the increase in dopamine levels was caused by noradrenaline uptake carrier inhibitor. The hallucinations in our case may have been associated with maprotiline-induced increase in dopamine levels.
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Sample 2
Source text
中枢関連細胞を使ったナノ毒性影響の評価
本研究は、ナノマテリアルが中枢神経に与える毒性学的な影響を、簡便に評価する方法の開発を目的としている。将来的に、細胞、血液脳関門モデル、及び脳スライス培養法（ex vivo）の評価から、動物個体の中枢神経に対して、どのような影響があるのかを精度良く予測することを目指している。

現在までに、細胞を使った評価法では、ヒト神経幹細胞株、及びマウス大脳皮質初代培養細胞を用いた細胞毒性の評価を進め、濃度依存性の細胞形態の異常を見出した。また、一部のナノ粒子では、細胞形態の異常とミトコンドリア活性試験の結果が異なることがわかった。

血液脳関門モデル（ラット中枢細胞）を使った評価では、動物個体に投与したときに観察される、サイズや表面修飾による透過性の違いが本モデルからも観察された。

脳スライス培養法では、酸化チタンナノ粒子を共培養した際の遺伝子変化を、次世代シークエンサーにより網羅的に解析した。これらの結果から、共培養することで発現される細胞死関連遺伝子群や疾病に関連する可能性のある遺伝子候補群が検出された。

本発表では、特に細胞を使った評価法の実験結果について発表を行い、本研究の有用性について議論したい。

 

Translated text
Evaluation of nanotoxic effects using nerve-related cells

 

This study aimed to develop a method that can easily evaluate the toxicologic effects of nanomaterials on central nervous system. It is hoped that in the future, it can predict with good accuracy the effect on an individual animal’s central nervous system from assessments of cells, blood-brain barrier models, and the brain slice culture method (ex vivo).

Until now, there have been advancements in cytotoxicity evaluation methods using cells, such as strains of human neural stem cells and primary cultures of mouse cerebral cortex cells. Abnormalities in concentration dependence in cell morphology have also been observed. In addition, some nanoparticles demonstrated discrepancy between abnormal cell morphology and results from mitochondria activity test.

In the evaluation using blood-brain barrier models (rat central nervous system cells), changes in permeability due to size and surface modification were observed after administration into the animal.

In the brain slice culture method, genetic changes after co-culturing with titanium dioxide nanoparticles were analyzed using next-generation sequencers. These results detected expressed gene clusters related to cellular death and disease-related candidate gene clusters with the co-culture. 

In this presentation, we would like to discuss the usefulness of the present study, particularly the experimental results from cell-based evaluation methods.

 

Sample 3
Source text
当院にて腎移植後に発生した悪性腫瘍症例について検討した。1986年2月から2011年8月までに、当院で腎移植を施行した143例（生体腎42例、献腎101例）を対象とした。悪性腫瘍の発生率、種類、予後、危険因子について検討した。悪性腫瘍の発生を生体腎5例、献腎13例、計18例（12.6%）に認めた。移植後悪性腫瘍発生までの平均期間は11.1年であった。悪性腫瘍の種類は腎癌4例、悪性リンパ腫4例、肝癌2例、膀胱癌2例、胃癌1例、胆管癌1例、大腸癌1例、肺癌1例、子宮頚癌1例、皮膚癌1例であった。18例中6例が透析再導入後に診断されており、また8例が癌死した。腎移植後悪性腫瘍の累積発生率は10年で6.7%、20年で15.7%であり、移植前透析期間が悪性腫瘍発生の有意な危険因子であった。悪性腫瘍発生の有無で有意に生存率の低下が見られた(p=0.017)。腎移植143例中18例(12.6%)に悪性腫瘍が発生し、消化器系癌、腎癌、悪性リンパ腫を多く認めた。透析再導入後も定期検診は重要と考えられた。

Translated text
We investigated cases of malignant tumor which occurred after renal transplantation in this hospital. Subjects were 143 cases underwent renal transplantation in this hospital (42 cases from living donor kidney and 101 cases from deceased donor kidney) from February 1986 to August 2011. Occurrence rate of malignant tumor, type, prognosis, and risk factors were analyzed. In total, 18 (12.6%) malignant tumors occurred, of which 5 cases originated from living donor kidney and 13 cases were from deceased donor kidney. Mean interval from transplantation to occurrence of malignant tumor was 11.1 years. Types of malignant tumor were renal cancer in 4 cases, malignant lymphoma in 4, hepatoma in 2, bladder cancer in 2, gastric cancer in 1, cholangiocarcinoma in 1, colon cancer in 1, lung cancer in 1, cervical cancer in 1, and skin cancer in 1 case. 6 out of 18 cases were diagnosed after reintroduction of dialysis. Mortality was found in 8 cases. Cumulative incidence of malignant tumor after renal transplantation was 6.7% in 10 years and 15.7% in 20 years. Dialysis period before transplantation was found to be a significant risk factor of malignant tumor occurrence. Survival rate was significantly reduced with occurrence of malignant tumor (p=0.017). 18 out of 143 renal transplant cases (12.6%) were found with malignant tumors; many were found with digestive system cancer, renal cancer, and malignant lymphoma. Regular examination is important even after reintroduction of dialysis.

